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D4 and D2 and D3 


D. HEALY 


Good scientific hypotheses rarely succumb to a lack 
of confirmatory evidence; they may sometimes even 
be resistant to apparent outright refutation (Kuhn, 
1970; Lakatos, 1970). Considering this, Kuhn (1970) 
suggested that the dominant hypotheses in a field are 
often replaced not on grounds of greater theoretical 
coherence but rather on grounds of strategic 
necessity. 

The succession of dominant views about schizo- 
phrenia illustrate these points well. Kraepelin's initial 
formulation of ‘dementia praecox’ was a clinical one, 
based in the main on a combination of clinical 
features and the course of the illness, without much 
recourse to a supposed pathogenetic mechanism. 
This was succeeded by Bleuler's ‘schizophrenia’, 
which was more clearly psychopathological. However, 
Bleuler's central concept of a fundamental loosening 
of associations was itself loose enough to claim and 
be claimed by the emerging psychodynamic models 
of mental disorder. The concept of schizophrenia 
that developed, as a consequence, broadened by the 
1950s to encompass much of what had previously 
been hysteria (Healy, 1991). 

The emergence of the neuroleptics and anti- 
depressants in the 1950s laid the basis for a further 
succession of dominant hypotheses in the 1960s. The 
advent of the catecholamine hypothesis of depression 
and dopamine hypothesis of schizophrenia illustrates 
clearly the strategic elements of a change in 
paradigm, in that these neurochemical hypotheses 
were, overall, clearly less adequate accounts of 
depression or schizophrenia than the dynamic or 
social models they displaced, but they possessed the 
strategic virtue of potentially being able to account 
for the effects of drug treatment in a way that these 
latter models could not plausibly do (Healy, 1987). 

Jf matters of strategy influence the direction of 
research as much as does the theoretical coherence 
of relevant hypotheses, are there any grounds for 
thinking we may soon be faced with an abandonment 
of the dopamine hypothesis of schizophrenia? 


The intemal history of dopamine and schizophrenia 


With time, Kuhn (1970) argued, any newly dominant 
model develops in complexity in an attempt to account 
for the many aspects of the problem it initially fails 
to account for. In the case of schizophrenia, this has 


involved a progression of foci from catecholamine 
functioning (Carlsson & Lindquist, 1963), to dopa- 
mine neurotransmission (Van Rossum, 1966; Anden 
et al, 1970), to a focus on dopamine receptors (Snyder, 
1976), and finally to a homing in on the D; receptor 
(Seeman, 1980). 

At the same time, there have been developments 
in the functional anatomy of dopamine systems and 
a shift in emphasis from the nigrostriatal system to 
a mesolimbic dopamine system (Stevens, 1973) and 
more recently to a mesocortical system (Bannon & 
Roth, 1983; Robbins, 1990). In each case the proposed 
site of pathology has become more plausible. Allied 
to these developments have been attempts to account 
for how disturbances of neurotransmission in dopa- 
mine systems might give rise to the clinical features 
of schizophrenia. The best known of these has been 
Crow's (1980) influential proposal that disturbances 
of dopaminergic systems account for the features of 
type-1 schizophrenia. There have also been others 
(Joseph et al, 1979; McKenna, 1987). 

There are two ways to view these developments. 
One is in terms of the pursuit of the neurobiological 
substrates of schizophrenia, laying the basis for a set 
of solid developments in our understanding of brain 
function - developments that might not otherwise 
have taken place. The most recent such development 
has been the discovery of a D, receptor (Sokoloff et 
al, 1990). The other view is that these developments 
have been generated by a need to ‘save’ the 
hypothesis. 

The difficulties in saving the dopamine hypothesis 
of schizophrenia have never been more marked than 
recently. The development of positron emission 
tomography (PET) has enabled a direct testing of D, 
receptor functioning. While an initial study suggested 
that there were abnormalities in the dopamine system 
of individuals with schizophrenia (Wong et al, 1986), 
more recent studies have suggested that there are no 
apparent abnormalities in the dopamine system, or 
of the D, receptor in particular, in schizophrenia 
(Farde et al, 1987, 1990). These findings led one of 
the principal advocates of the dopamine hypothesis, 
Arvid Carlsson, to conclude that the dopamine 
hypothesis of schizophrenia is no longer tenable 
(Carlsson, 1990). 

However, the recent isolation of a D, receptor 
with similarities to the D; receptor and a preferential, 
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although not selective, localisation to limbic areas 
of the brain (Sokoloff et al, 1990) suggests that all 
previous work on neuroleptics and schizophrenia 
may need to be reviewed. Given the early state of 
work on the D, receptor and the lack of pharmaco- 
logical tools to characterise its function, it could be 
several years before we can decide conclusively 
whether there is a malfunction in some part of what we 
now know of the dopamine system in schizophrenia — 
at which point there is no guarantee that there will 
not be a D, receptor to take into account. Can the 
issue of whether there is an abnormality of dopamine 
neurotransmission in schizophrenia ever be resolved, 
or are we doomed to a lengthy endgame? 


Dopamine hypothesis of neuroleptic action 


A consideration of the history of hypotheses on 
schizophrenia suggests both that it might oe profit- 
able to pay heed to factors external to research on 
dopamine rather than simply to developments 
internal to the field, and that a dominant hypothesis 
may be struck down in its prime without ever 
suffering conclusive rebuttal. 

However, before attempting to assess the most 
significant external influences in the case of research 
on dopaminergic systems, it is worth noting that 
abandoning the dopamine hypothesis of schizo- 
phrenia need not mean abandoning the very real 
developments there have been in our understanding 
of dopamine systems in the brain. This follows as 
all of the above developments also support a 
dopamine hypothesis of neuroleptic action. The 
difference between this and the dopamine hypothesis 
of schizophrenia lies in not making the claim that 
because the neuroleptics are helpful in schizophrenia, 
they must somehow be acting on the core psycho- 
physiological disturbance in the disorder (Snyder, 
1982; Healy, 1989, 1990a). 

In favour of a dopamine hypothesis of neuroleptic 
action are a number of observations. One is that 
neuroleptics do not cure schizophrenia. Another is 
that their use clinically is not specific to schizophrenia - 
they are also used for mania (Silverstone, 1985) and 
for impulsive and suicidal behaviour of diverse origin 
(Montgomery & Montgomery, 1982) as well as for 
agitation generally (Baldessarini, 1980). Finally, in 
contrast to the latency between giving neuroleptics 
and clinical improvement, which is typically of 
the order of several weeks, there is a close 
congruence between the length of time taken to 
block D, receptors and the induction of states of 
either ‘psychic indifference’ or dysphoria - 
something of the order of 30-60 minutes (May et al, 
1976). 
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An almost exclusive focus on the dopamine 
hypothesis of schizophrenia in recent years has led 
to a situation in which we can only with difficulty 
say what neuroleptics actually do clinically. When 
first introduced in the 1950s there were attempts to 
characterise their effects, which resulted in Laborit’s 
description of an ataractic state and a variety of other 
comparable descriptions either of a non-sedating 
calming effect or a mildly stimulant clarifying effect 
(Swazey, 1974). 

More recently May, Van Putten and colleagues 
have drawn attention to the variability in individual 
responses to the acute effects of different neuro- 
leptics and the role that this response may have in 
shaping the outcome of treatment (May et al, 1976; 
Van Putten et al, 1974, 1981, 1990). In the light of 
this, the recent isolation of a D, receptor may be of 
considerable significance. It remains the case for all 
currently available neuroleptics that the correlation 
between clinical potency and receptor affinity is 
closest for the D; receptor. But the fact that most 
neuroleptics bind with variably high affinity to both 
D, (Sokoloff et al, 1990) and 5-HT, receptors 
(Glennon, 1990), in addition to the effects of many 
of these drugs on D, (Waddington, 1989) as well as 
on adrenergic and cholinergic receptors (Baldessarini, 
1980), may help account for such individual 
variability and may enable a more rational planning 
of combination therapies to help manage clinical 
problems - until such time as we truly have an agent 
which cures schizophrenia. 

Indeed, at present, while there is little confirmed 
evidence of a dopaminergic abnormality in schizo- 
phrenia, there is evidence that individual variability 
in response may correlate with markers of dopamine 
functioning. In a series of studies of cerebral 
dopamine turnover and neuroleptic-induced side- 
effects, including dysphoria, Bowers & Heninger 
(1981), Bowers (1985) and Bowers & Swigar (1988) 
found that individuals who do poorly on neuroleptics 
appear more susceptible than others to profound 
blockade of the dopamine system — a result that 
would not be predicted by a dopamine hypothesis 
of schizophrenia. 


The extemal history of dopamine and 
schizophrenia 


The psychodynamic hypotheses of schizophrenia in 
the 1950s and 1960s paid little heed to the possible 
psycho-physiological substrates of the disorder. 
Equally, however, the dopamine hypothesis of 
schizophrenia has been a radically neurochemical 
one, with little heed being paid to the inter- 
mediate psycho-physiological level of functioning. 
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Both psychodynamic and dopamine hypotheses have 
also had in common a relatively uncritical attitude 
to the question of what constitutes schizophrenia. 

The neuropsychological level of functioning, 
between receptor dynamics on the one hand and 
psychodynamics on the other, has in the past few 
years been a focus of growing interest in schizo- 
phrenia and neuroleptic research, as has the question 
of what constitutes schizophrenia. 


(2) Neuropsychology and pharmacopsychology 


Starting from the neuropsychological level, there 
have been a number of hypotheses put forward 
locating the pathophysiology of schizophrenia in the 
temporal lobe (Trimble, 1990) or the frontal lobe 
(Frith, 1987; Frith & Done, 1988; Healy, 19902). In 
favour of a temporal lobe disorder are an increasing 
number of findings of pathological abnormalities in 
the medial temporal lobe of individuals with schizo- 
phrenia (Crow, 1990; Roberts, 1991). In favour of 
a frontal lobe disorder are repeated findings that 
individuals with schizophrenia have difficulties on 
a variety of tests of frontal lobe functioning (Cohen 
et al, 1987; Goldberg et al, 1987; Bellack, 1990; see 
also Healy, 1990a; Robbins, 1990, for review). 

However, the primary rationale for these differing 
proposals appears to lie other than in such evidence. 
A conspicuous feature of the Trimble (1990) model 
and that of Frith & Done (1988) and Healy (1990) 
has been their efforts to account for the symptoms 
of the disorder, and in particular first-rank 
symptoms, in terms of what is known about temporal 
or frontal lobe functioning. 

These models have been made possible by a 
number of different developments. One has been the 
emergence of neuropsychology in recent years as a 
discipline of central importance to psychiatry (Healy, 
1990b). This has in turn legitimised a return to 
phenomenological investigations of psychological 
functioning in a way that was not possible during 
an era when statements of personal functioning were 
invariably liable to be interpreted in terms of latent 
content. The neglect of phenomenology has been no 
less with the rise of the dopamine hypothesis, under 
the influence of which phenomenology has been seen 
simply as an aid to diagnosis, given some indication 
of which, drug treatment could be expected to put 
things right. 

Allied to an emerging subjective phenomenology 
of neuroleptic effects as outlined above, there has 
also been a developing pharmacopsychology of 
neuroleptics based on investigations of the effects 
of neuroleptics on neuropsychological functioning 
(Medalia ef al, 1988; Berger et al, 1989; Spohn & 
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Strauss, 1989; King 1990; Cassens et al, 1990). In 
contrast to the neurobiological emphasis of ‘psycho- 
pharmacology’, by ‘pharmacopsychology’ I mean an 
attempt to analyse the constitution of psychological 
functions by manipulating those functions through 
the administration of drugs. The recognition of a 
D, receptor, to which neuroleptic drugs may bind 
variably and which has a somewhat different regional 
distribution to that of the D, receptor (Sokoloff er 
al, 1990), taken in conjunction with the variable 
binding of all neuroleptics to 5-HT, receptors 
(Glennon, 1990) and that of many neuroleptics to 
D, receptors (Waddington, 1989), will potentially 
permit a more subtle pharmacopsychological dis- 
section of psychological functions and functioning. 


(b) Cognitive-behavioural strategies 


A further element in the analysis of the clinical 
features of schizophrenia has been the development 
of cognitive-behavioural strategies for a range of 
‘psychotic’ features, such as hallucinations (Falloon 
& Talbot, 1981) and most recently delusions 
(Chadwick & Lowe, 1990; Lowe & Chadwick, 1990). 
These therapies make it imperative to distinguish 
between core neuropsychological deficits in schizo- 
phrenia and cognitive reactions to underlying 
disorders, both from the point of view of diagnosis 
but also for the purposes of management (Healy, 
1990a). 

A similar proposal and research agenda was first 
put in place by Chapman and McGhie in the 1960s 
before the dopamine hypothesis of schizophrenia was 
formulated (McGhie & Chapman, 1961; Chapman 
& McGhie, 1963, 1964; Chapman, 1966, 1967). The 
dopamine hypothesis, however, effectively led to an 
eclipse of this research programme. Allied to the 
current difficulties of the dopamine hypothesis of 
schizophrenia, however, the increasing vigour of the 
cognitive research programme, drawing on successes 
in the case of depression and anxiety, suggests that 
a switch in research emphasis may be of strategic 
value. 


(c) Schizophrenia: diagnosis and aetiology 


There is, in addition, a quite different set of develop- 
ments that are likely to shape research strategies for 
schizophrenia. Ever since the International Pilot 
Study on Schizophrenia, it has been clear that there 
is wide variability in the diagnosis of this illness 
(Cooper ef al, 1972). This variation has been an 
important stimulus to the development of current 
research and diagnostic criteria for psychological 
disorders. 
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Despite this increased critical concern, it remains 
clear that there is substantial variability in diagnosis — 
particularly when diagnosis is based on pheno- 
menological data (Taylor & Abrams, 1978). Nowhere 
is this more clear than in the case of Schneider’s first- 
rank symptoms (Koehler, 1979). 

Since the development of the category of post- 
traumatic stress disorder in 1980 (American Psychiatric 
Association, 1980), there has been increasing concern 
about the effects of physical and sexual abuse on 
children as well as the effects of witnessing violence 
or the effects of mental cruelty (Healy, 1991). This 
concern has led to.a number of studies and findings 
that many psychiatric patients, and in particular up 
to 50% of those labelled as having schizophrenia, 
have been subject to significant trauma in childhood 
(Carmen et al, 1984). 

An even higher proportion of patients who meet 
criteria for diagnoses of borderline or multiple- 
personality disorders (American Psychiatric 
Association, 1980), many of whom would have been 
diagnosed as having schizophrenia during the 19505, 
'60s, ’70s and early '80s (Healy, 1991), are liable to 
have been traumatised in childhood - current esti- 
mates suggest over 80% (Herman ef al, 1989). 

These findings intersect with the question of the 
aetiology of schizophrenia in a set of recent studies 
that indicate that 'first-rank symptoms' are even 
more common in patients with multiple-personality 
disorder than in schizophrenia (Kluft, 1987; Ross ef 
al, 1990). Are these Schneider’s first-rank symptoms? 
Do they originate in temporal or frontal lobe 
disorder? 

Koehler (1979), in discussing the variability in 
understanding of first-rank symptoms that can be 
found even in the work of the most-eminent re- 
searchers, distinguished broadly between experiences 
of influenced thinking, feeling and bodily processes, 
and experiences of alienation from thinking, feeling 
and bodily processes. The recognition of prominent 
dissociative symptoms in many psychiatric patients 
who have been traumatised in childhood (Chu & Dill, 
1990) points to a third possibility, which is one of 
experiencing actions that are not happening under 
direct conscious control but from which the subject 
does not feel alienated in a rigorous Schneiderian 
sense, The experience is rather one of being on 
automatic pilot, in the same way that we sometimes 
may be when driving a car or in response to, questions 
at an interview, when we may wonder **where are 
these answers coming from?’’. 

In favour of a temporal lobe hypothesis for the 
origin of the symptoms described by patients with 
borderline and multiple-personality disorders, which 
may seem like Schneiderian first-rank symptoms, is 
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a long-standing recognition that temporal lobe 
disorders may give rise to multiple-personality 
pictures — a recognition that antedates the current 
fashion for this diagnosis (Mesulam, 1981). Temporal 
lobe dysfunction may also produce illusions of 
possession and the trance-like states characteristic of 
borderline disorders which, given differences in 
understanding and usage of the first-rank symptoms, 
are all too likely to have led in many instances to 
a diagnosis of schizophrenia (Mesulam, 1981). 

Against this, there has been a proposal from 
Williams (1991) that Frith's (1987) and Frith & Don's 
(1988) model, applied initially to schizophrenia and 
implicating frontal lobe dysfunction, applies equally 
well if not somewhat better to the clinical features 
of borderline personality disorders. 

While the notions of borderline and multiple- 
personality disorder do not meet with general 
acceptance, the close association between trauma 
in childhood and conditions that meet criteria 
for these disorders suggests that there are conditions 
here that should be distinguished from classic 
Schizophrenia (Kroll, 1988). Failure to differentiate 
these states would seem liable to compromise 
genetic and neuropathological studies of classic 
schizophrenia. 

To avoid this confusion, it would seem that an 
attempt to refine our phenomenological criteria is 
needed. In contrast to the state of affairs hitherto, 
future attempts to make such phenomenological 
distinctions will be able to call upon the resources 
of neuropsychological—and most probably 
pharmacopsychological- testing in an effort to 
distinguish the particular experiences of schizo- 
phrenia and of the borderline disorders and also to 
pin each of them down to specific neuropsychological 
functions. The need to undertake such differentiations 
will in turn be likely to lead to a change of research 
emphasis from a largely neurochemical to a more 
general psycho-physiological strategy. 


Schizophrenia: a switch of research strategies? 


The internal history of research on the neurobiology 
of dopamine systems has been, in the best scientific 
tradition, one of steady methodical progress leading 
to substantial advances. This progress has been 
inspired by a concern to unravel the enigma of 
schizophrenia. The progress in identifying different 
dopamine receptors and systems and the functions 
subserved by dopamine systems in the brain does not 
seem open to drastic refutation, at least in the 
imminent future. 

Despite this, there are considerable grounds 
for wagering that the dopamine hypothesis of 
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schizophrenia will fall by the wayside in the near 
future. The basis for this claim lies in the conjunction 
of internal difficulties: with the dopamine hypo- 
thesis of schizophrenia and a variety of external 
factors that are likely to affect any strategic 
calculation of where the next research developments 
are most likely to come from. 

If there is a change of strategy, however, it seems 
unlikely that there will be the imbalance between 


current research on schizophrenia, dominated as it _ 


has been by the dopamine hypothesis, and that on 
new developments in other areas, as there was 
between the psychodynamic and dopamine hypo- 
theses. This is because the developments that there 
have been in our understanding of dopamine systems 
and receptor pharmacology are almost certain to 
underpin at least one set of future research tools - 
those that will be derived from pharmacopsychology. 
From this perspective the recognition of a D, re- 
ceptor can only be good news, as indeed the recog- 
nition of a D, receptor would also be - provided we 
can also find compounds that would permit an 
analysis of the neurophysiological functions of these 
receptors and the behavioural Puen of systems 
in which they feature. 
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A Controlled Study of the Effect of Therapies Aimed at 
Adolescent and Family Psychopathology in Anorexia Nervosa 


A. H. CRISP, KINGSLEY NORTON, SIMON GOWERS, CHRISTINE HALEK, CAROL BOWYER, 
DENISE YELDHAM, GILL LEVETT and A. BHAT 


Ninety patents with severe anorexia nervosa fulfilling DSM-III-R criteria were assessed in 
depth In terms of their family developmental psychopathology and then randomly allocated 
to either one of three treatment groups or to no treatment. In three treatment regimes, a 
behavioural approach to diet and weight gain was coupled with Indlvidual and family 
psychotherapy directed at the adolescent maturational problems. All three treatment regimes 
were highly significantly effective at one year in terms of welght gain, return of menstruation, 
and aspects of social and sexual adjustment. Body weights above those at pubertal onset 
were achieved for the group mean maximum and one-year follow-up weights for all three 


treatment groups but not the control group. 


Anorexia nervosa can have a devastating outcome. 
After erupting in adolescence it may last a lifetime, 
sometimes stunting growth, totally excluding social 
and sexual life, and leading to early death from the 
condition. With very long-term follow-up (e.g. 20 
years), some authorities (Kay, 1953; Theander, 1985; 
Ratnasuriya, 1986) report that nearly 20% of patients 
will have died. Other investigators claim that 
mortality, at least over a ten-year follow-up, is much 
less, at around 2-5% (Hsu et al, 1979; Morgan et al, 
1983; Hall et a/, 1984), but such patients will often 
have received treatment that may have sustained them 
that far. The aggregate cost of care of a single patient 
over the years can become very high as a result of 
frequent consultations, investigations and long periods 
of in-patient care coupled with chronic unemployment 
and strains on the family and its resources. With 
chronicity beyond ten years, resignation often sets 
in. However, complete recovery is possible. Thus one 
long-term follow-up study reports a 40% recovery 
rate (Morgan & Russell, 1975), and others have 
found that more than half of such patients recovered 
(Morgan ef al, 1983; Patton, 1988). A long-term 
study reported by Crisp ef a/ (1980) found that the 
illness had lasted on average 4.6 (s.d. 2.5) years in 
32 out of 105 patients, initially seriously ill, who had 
ultimately recovered and remained well thereafter for 
a minimum of three years, mostly in association with 
the kind of intensive treatment reported on below. 
It would be wrong to assume that all the clinic 
populations reported on have been similar (Crisp, 
1967). Indeed, Vigersky & Anderson (1977) make the 
point that different treatment methods for anorexia 
nervosa can be successfully evaluated against one 
another only if randomised studies are set up in single 
treatment centres. 


Controlled studies of treatment for anorexia 
nervosa have been rare and never long term, and 
have been concerned mainly with pharmacological 
and behavioural approaches which have not been 
found to substantially alter body weight in the short 
term. The present team has previously reported that 
neither additional treatment with clomipramine 
(Crisp et al, 1987) nor social skills training (Pillay & 
Crisp, 1981) enhances the outcome of the in-patient 
treatment package tested and described here. 

A comparative study of the effects of dietetic advice 
and psychotherapy focusing on family, developmental 
and adolescent psychopathology, following an inten- 
sive initial assessment of the latter in both groups, 
was reported on by Hall & Crisp (1983). At one-year 
follow-up they found that the two groups had gained 
weight to similar mean levels (46 kg and 45kg 
respectively), but that the latter group had also 
improved significantly in terms of their psychosocial 
and sexual adjustments. 

Russell et al (1987) reported on the impact of a 
trial of family therapy compared with individual 
therapy after discharge from in-patient treatment 
which had involved restoration of weight towards 
normal. Family therapy focused initially on current 
interactions, mainly to do with family eating patterns, 
while individual therapy was of a largely *supportive' 
kind. The results at one-year follow-up indicate that 
their family-therapy approach was most effective for 
patients under the age of 18 years who had had the 
condition for less than three years. This group of 
patients had achieved a mean body weight amounting 
to 93% of the mean matched-population level, whereas 
the remaining five subgroups of patients in the study 
were around 8096 or less of such normal levels. 
Further follow-up is necessary, as the authors indicate, 
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to assess any long-term advantages. The choice of 
a sample of former in-patients must also have a 
bearing on the findings, as patients who complete 
in-patient treatment are not necessarily typical of 
those who have the condition: the samrle will not 
include patients who refused in-patient admission in 
the first instance or who dropped out of in-patient 
treatment, refusing further intervention. The authors 
highlight their view that the effectiveness of family 
therapy is no indication that family psychopathology 
was contributory to the development of the disorder. 

Our own treatment approach rests on the prop- 
osition that anorexia nervosa is a phobic avoidance 
response to the strains of adolescent development 
consequent upon the thrust of puberty (Crisp, 1980). 
The patient's identifiable fear is of normal adult body 
weight/shape/fatness, and the avoidance mechanism 
comprises the largely unconscious harnessing of 
reduced caloric intake for its effect of reversing 
physical development: as body weight is lost, puberty 
is reversed and its intolerable ‘fatness’ avoided. Thus, 
in the female, a maximum personally tolerable weight 
thereafter is around a mean of 49 kg and a maximum 
desirable weight around 45 kg (Crisp et ci, 1986a), 
that is, about 18% below mean matched-ropulation 
weight (Kemsley, 1953/54). 

It was argued by these authors, on the basis of the 
effect of a previous pituitary-stimulation study in 
anorectic patients, that this mean weight threshold 
coincides with mean pubertal-onset body weight. These 
hormonal and perceptually acceptable thresholds are 
substantially below the weight thresholds associated 
with return of menstruation (a late event :n normal 
puberty), found to be around a mean of 53 kg in a 
previous study (Crisp & Stonehill, 1971). The 
syndrome presents as a state of starvation, with the 
impulse to ingest (which would normally lead to 
unacceptable weight gain) heavily defended against 
by a variety of behavioural and interpersonal 
strategies. Vomiting also supervenes if recessary, 
along with various dehydrating and hence weight- 
and shape-reducing types of behaviour. 

Within this model, diagnosis based on an initial 
three-hour consultation with the patient and family 
is at three levels: 


(a) the manifestly abnormal behaviour 

(b) recognition, directly or indirectly, of the 
underlying phobic avoidance stance (often 
denied by the patient) 

(c) identification of the original maturational 
problem (no longer existing and rarely self- 
evident or readily disclosed). 


The dormant developmental psychopathology is 
pursued with the patient and her family, th» parents 
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normally being seen first. The family system is 
thoroughly explored from a number of standpoints 
in a non-judgemental and supportive way and with 
the emphasis on reframing any sense of blame into 
one of responsibility and any sense of helplessness 
into one of the importance of the involvement in 
treatment of those concerned if change in the 
identified patient is to occur. The parental relationship 
is examined in terms of its origins and the anorectic's 
role in these and in its evolution and maintenance. 
The alliances (e.g. overprotectiveness, shared secrets, 
sexual intimacy/abuse) and distancing (e.g. relating 
to underlying paternity doubt, negative projections, 
disconcerting identifications) between parents, the 
grandparents and the various children, and the effect 
of puberty on these, are carefully explored. The 
relationship and interplay between such processes 
and perceived similarities in physical appearance and 
temperament between each parent and each child and 
their assumed genetic and developmental origins are 
also assessed. Parental value systems, discrepancies 
between them, and discrepancies between the parents' 
values and those of the outside world to which their 
children had been or were likely to be exposed 
are elicited, as is the degree to which conflict 
within the family system is dealt with by avoidance 
mechanisms (e.g. non-communication, social restric- 
tions, indoctrination, eating, alcohol, other anorexia 
nervosa in the family). The presenting family conflicts 
and parental *deskilling' in the face of the patient's 
resistance to eating are taken as being secondary to 
the illness and not primarily indicative of the pre- 
morbid, currently resolved and more difficult to 
detect previous developmental strains. 

An outline of the background having been estab- 
lished, and specific precipitants having been related 
to the eruption of the anorexia nervosa, the anorectic 
is then assessed alone in a facilitated and similar way, 
but with particular attention to her experience of her 
*fatness' in relation to strains within her family and 
social systems at the time preceding her illness, and 
with expressed concern for her own potential 
alternative coping strategies and her autonomy. 

Immediately following this, the family is seen 
together and the clinician's assessment of the 
problem is shared with its members. The aim here 
is to further empower all concerned. The probable 
areas of necessary change in the family system and 
in family members as individuals are identified and 
an offer of treatment is made. This is rooted in the 
proposal that the anorectic will need to expose herself 
to the feared experience of weight gain and normal 
adult weight, but that within this process she and her 
family will be helped, by a variety of psychothera- 
peutic approaches, to develop new communication 
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and relationship skills for problem-solving within 
the domain of adolescent-related difficulties. This 
approach will prevail in principle even if such 
difficulties have been aborted for many years through 
the illness, or else have only precipitated it out with 
a late onset because of some life event (e.g. death 
of a parent) which had reactivated them. The aim 
can be summarised as rendering puberty egosyntonic 
(and the illness egodystonic). Within this treatment, 
turmoil, distress and phases of depression will need 
to be first tolerated and then resolved as far as 
possible by those concerned during the process of 
major readjustments, including sometimes the break- 
up of unfulfilling relationships within the family. 

The ‘patient’ and family are invited to consider 
the offer against the background of further reading, 
visiting the in-patient unit if such a treatment setting 
is being offered and indicating within the following 
two weeks their decision. The parents and any other 
family members involved are required clearly to 
adopt patient status along with the anorectic from 
the outset. Over 90% of such assessments result in 
the anorectics and their families that we habitually 
encounter engaging in such in-patient treatment when 
it is recommended. Subsequent to such hospital 
treatment, patients and their families ideally continue 
in out-patient psychotherapy for a further two years, 
followed by several more years of six-monthly/yearly 
follow-up, with the condition that the patient 
maintains her weight above pubertal-threshold level. 

Numbers of referrals always exceed our resources, 
as is the case with other specialist centres. Referrals 
from the local community have always been accepted 
and those from the South West Thames Region have 
priority over others. Overall, about 50% of patients 
come from outside the Region. Preference has always 
been given to severely ill patients, and the effect, as 
is common with such tertiary referral centres, is to 
find ourselves engaged with a seriously ill and classic 
population of initially unmotivated patients with the 
condition. 

This approach has been in operation for the last 
30 years and has been described in detail elsewhere 
(Crisp, 1980). In that publication the author reported 
on 310 patients who had gone through the in-patient 
programme. In a substudy (Crisp et al, 1986b) of a 
series of 94 consecutive patients admitted at a mean 
body weight of 39 kg, 74 gained target weight (mean 
53.3 kg), while the other 20 discharged themselves 
prematurely with a mean weight of 43 kg. In an 
earlier 4—7-year follow-up study of 105 consecutive 
patients within the same overall population (Hsu 
et al, 1979), 80% of whom had gone through the 
programme, 64% were sustaining a normal stable 
body weight and most of these had regular menses. 
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An intermediate body weight, below normal but 
above pubertal levels, was sustained by 18%; two 
patients were obese, 14% had done badly and only 
2% had died. 

The present study involves an extension of this 
established treatment approach, allowing a controlled 
investigation of the effects of psychotherapy directed 
at the developmental and family psychopathology, 
together with dietary management, provided within 
three different treatment settings; and comparison 
with a no-treatment group. The expectation was 
that those undergoing treatment would improve 
significantly and that long-term follow-up might 
allow us to identify treatment-specific indicators of 
good and bad outcome. We present here our follow- 
up findings at one year. 


Method 


Following an assessment of the kind described above, 90 
patients were randomly allocated to one or other of the four 
options: 


(a) in-patient treatment (option 1) 

(b) out-patient individual and family psychotherapy plus 
separate dietary counselling (option 2) 

(c) out-patient group psychotherapy (patient and parents) 
plus separate dietary counselling (option 3) 

(d) no further treatment (‘one-off’) (option 4). 


Entry to the study required that patients received diagnoses 
of undoubted anorexia nervosa and all fulfilled DSM-III-R 
criteria (American Psychiatric Association, 1987). The 
patients comprised successive referrals who also fulfilled 
the criteria of being female, having a duration of illness 
of less than ten years, and living within out-patient reach 
of the service. In this way the 90 patients were recruited 
between 1983 and 1987. 

The detailed and systematic clinical assessment routinely 
leads to the completion of a 300-item coding pro forma, 
including rating on the scales developed by Morgan & 
Russell (1975); these provide scores (0-12) on nutritional 
status, menstrual function, mental state and sexual and 
socio-economic adjustments, plus a global rating of 0-12 
derived from the individual ratings. 


Treatment options “a 


Option 1, in-patient treatment, was intensive and involved 
much greater patient contact than did the other two 
treatment options. It was taken to be the established 
treatment (Crisp, 1980) and believed to be effective. There 
was an initial in-patient stay of several months. Treatment 
involved weight restoration to the mean matched-population 
weight (MMPW) at the age of onset of anorexia, supported 
by weekly individual therapy, family therapy, group 
therapy, dietary counselling and occupational therapy, 
including psychodrama and projective art techniques. In- 
patient treatment was followed by 12 sessions of out-patient 
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psychotherapy involving the patient and family Normally, 
the in-patient treatment package 1s followed bz two years 
of more intensive follow-up treatment but resou-ces did not 
permit that in this study. 

Under option 2, out-patient individual/family therapy, the 
patients received 12 out-patient sessions, which nearly always 
but to a variable extent included both individual and family 
work according to the perceived needs of the patient, and 
which always addressed the developmental psychopathology, 
with the focus on its expression immediately preceding the 
illness onset. Two separate therapists were successively 
involved (KN and SG) during the course of the study, 
each trained and experienced in individual and family 
psychotherapy and in working with anorectics in particular. 
The sessions spanned several months. Because of the limited 
number of sessions, the therapist tended to be active within 
the therapy, with attention given also to ambivalence 
regarding patient status, difficulty in asking foz help, low 
self-esteem, deficient sense of mastery, and the ways in 
which food/weight-related matters were used defensively. 
Transference and countertransference, which we commonly 
find operating powerfully in our psychotherapeutic approach, 
were usually vigorously confronted by interpretations within 
therapy. Within the family work there was much emphasis 
on the establishment of appropriate boundaries, and on 
tackling issues of enmeshment and other conflict-avoidance 
strategies such as non-communication in sensitive develop- 
mental areas, and on the attempted solving of problems 
(e.g. parental marriages which came under strain as 
the anorectic gained weight) that were by then being 
faced. 

Option 3, out-patient groups, comprised ten out-patient 
psychotherapy group meetings with the anorectic involved 
and ten group meetings for parents separately, et monthly 
intervals. Both therapists (DY and GL, successively respon- 
sible for conducting the groups) were trained and experienced 
in psychotherapeutic group work and in working with 
anorectics in particular. The groups were ‘rolling groups’ 
within which the patients addressed a series of designated 
topics drawn from the in-patient log-book (Crisp et al, 
1985). These included such issues as conflict avoidance, 
sense of self, family relationships, identification of moods 
and their attachments and origins, the meaning of weight 
and shape, management of impulse, and comn-unication 
and relationship skills. With the parents’ groups the same 
themes were sustained, alongside parents attempting to 
help each other in managing their ‘shared problems’ and 
difficulties over autonomy. Issues of parental discord and 
lifestyles emerged naturally out of this; they were addressed 
in terms of their relevance to the anorexia and approached 
in a group problem-solving manner. 

Dietary counselling and advice, an important 2eature of 
the in-patient treatment, was also offered on four occasions 
within the two out-patient treatment packages. It was 
undertaken by a senior dietician (CB), a long-standing 
member of the anorectic treatment team. The aim was 
explicitly to promote a slow steady weight gain, with the 
emphasis on the patient remaining in control of her diet 
and hence her body weight. Details of this aspect of 
treatment are contained in the team’s iud bcok (Crisp 
et al, 1989). 
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. Psychotropic drugs were not prescribed for or consumed 
by any of the patients m the three ongoing treatment groups 
during the period of study. 

Patients allocated to option.4, no further treatment (‘one- 
off’), were referred back to their family doctor or local 
consultant, who received a detailed report of the assessment 
together with advice on further management. 


Compliance 


Immediately following the random allocation, patients and 
parents were offered the identified option and asked to 
consider it within the next ten days and to communicate 
their decision about their willingness or otherwise to comply 
with, it. Those allocated to the in-patient option were 
expected routinely to visit the unit and talk with staff there 
in the first instance. Those agreeing to treatment were put 
on waiting lists and were engaged as soon as possible. 
Those patients allocated to a treatment option who 
declined to accept it were not offered an alternative and 
were defined as non-compliers; they remained within their 
respective treatment allocations for the purposes of follow- 
up analysis. 


Follow-up 


Follow-up was planned for one, two and five years after 
the initial assessment in the clinic. This paper addresses 
the one-year foliow-up and examines the early effects 
of treatment. Patients were contacted and asked to 
attend for interview onc year after assessment. A semi- 
structured interview format was used and the patients were 
seen by one of the team uninvolved in the treatment 
programmes and as far as possible unaware of the treatment 
allocation. The interview covered the physical, psychological, 
social and behavioural issues addressed in the initial 
assessment. 


Results 


Overall, the randomisation of patients into the four options 
was successful (Table 1). For instance, the mean age of 
the whole sample was 22 years, with a range from 20 years 
(option 3) to 23 years (option 1). The mean length of illness 
was 39 months, with a range of 4-107 months. There were 
no differences across the groups at presentation for mean 
weight or thinness (expressed as %MMPW or Ponderal 
Index) although the in-patient group had a lower mean 
weight at this stage. When those accepting treatment 
(compliers) were examined there were no further major 
differences, although the compliant in-patient group was the 
oldest and thinnest (Table 1). There was also no difference 
across groups for the mean aggregated Morgan- Russell 
scores, either for whole groups or for compliers-only 
subgroups, and the differences on the subscale scores were 
insignificant (Table 2). 

Compliance with treatment was a major problem for the 
in-patient option. The likelihood of the treatment being 
refused had led to 30 patients being assigned to this option 
as against 20 to each of the other options. Non-compliance 
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Table 1 
Clinica! features at presentation 
Whole group Compliers only 
In-patients Psychotherapy Group One-off In-patienta Psychotherapy Group One-off 
psychotherapy psychotherapy 
(n= 30) (n= 20) (n= 20) (n= 20) (n= 18) (n= 18) (n=17) in =20) 
Age: years 
Mean 23.2 21.2 19.7 21.9 26.0 21.4 19.29 22.0 
8.d. 4.9 5.1 2.6 4.5 5.4 5.1 2.5 4.5 
Age at onset: years 
Mean 19.8 18.4 17.4 17.4 21.4 18.6 17.4 17.4 
s.d. 4.7 3.9 1.9 3.2 5.4 3.9 1.9 3.2 
Duration: months 
Mean 41.0 33.4 27.5 53.5 38.2 35.8 22.2 53.5 
s.d. 30.17 25.9 25.8 62.9 23.7 26.8 22.2 §2.9 
Weight: kg" 
Mean 40.8 40.3 40.2 41.0 39.6 41.0 40.2 41.0 
s.d. 8.1 3.8 8.0 8.1 5.9 3.4 6.4 6.1 
Hetght: cm 
Maan 163.1 161.3 161.3 161.4 162.4 162.1 161.1 161.4 
s.d. 5.6 5.3 6.2 7.4 6.6 5.1 8.4 7.4 
Deviation below 
MMPW: 96 
Mean 28.0 26.6 26.2 26.0 31.1 26.0 26.0 26.0 
s.d. ' 9.4 8.9 8.7 8.5 9.6 7.1 8.8 8.5 
Patients with 
reduced food inteke 
Usually 28 17 17 18 16 15 14 18 
Occasionally 3 3 3 2 1 3 3 2 
Patients with 
bukmia 
Usually 3 2 5 3 1 2 3 3 
Occasionally 4 8 5 2 6 4 2 
Patients vornrting 
Usually 5 5 b 7 3 4 4 7 
Occasionally 2 2 4 3 2 1 4 3 
Patients abusmg 
Usually 8 0 3 5 3 0 3 5 
Occasionally 2 3 4 2 2 3 3 2 


1. In in-door clothes, no shoes. 


was also a feature of option 4 ('no treatment"), where 
patients tended to seek treatment elsewhere. In the event, 
18 out of 30 subjects in the in-patient option were admitted 
to hospital as a direct result of the assessment and 
subsequent advice, and, in the out-patient options, 18 of 
group 2 and 17 of group 3 were defined as compliers. 
(Compliance was taken to mean accepting the treatment 
option, plus at least one week's in-patient stay in the case 
of group 1, and, for the other two treatment groups, one 
out-patient attendance.) Of those in option 4 (no treatment 
by us), six had no treatment of any kind, six had in-patient 
treatment, five had out-patient hospital treatment and three 
had very regular (at least weekly) contact with their general 
practitioners, Six patients in this option spent almost the 
entire year in treatment. 

Drop-out occurred in all three treatment groups, 
especially the out-patient group psychotherapy. One of the 


patients allocated to this treatment died as a consequence 
of her anorexia nervosa before treatment could begin. This 
was the only death. For those complying with their 
treatment option the mean in-patient stay was 20 weeks, 
the mean number of out-patient sessions attended was nine 
and the mean number of out-patient groups attended was 
five. Other methodological problems arose and have been 
reported elsewhere (Gowers et al, 1989). 


One-year results 

Mean weight change after one year for the whole sample 
ranged (Fig. 1) from 3.2 kg (option 4) to 10.1 kg (option 3). 
Weight changes within all options were significant, but, 
across options, groups 2 and 3 gained significantly more 
than group 4. Taking the treatment options and compliers 
within them, the mean weight gain ranged from 9.0 kg 
(option 2) to 10.2 kg (option 3), with those in option 1 
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In-paftent 


Fig. 1 Mean body weight expressed as, percentage of mean 
matched-population weight at presentation and at follow-up, for 
the three treatment groups and the control group. The figure shows 
percentage of MMPW for current age: treatment aimed at MMPW 
for age of onset (i.e. very slightly lower weights). (m whole group; 
© compliers only; —- 85%; .--. 82.2%; *without clothes.) 


gaining a mean of 9.6 kg. All these results are significantly 
better than those for option 4 (P<0.01). The mean 
maximum weight achieved in the first year was also very 
similar for all the treatment options, ranging from 50 kg 
(option 2) to 52.6 kg (option 1). Those in option 4 achieved 
a mean maximum weight of 45.8 kg. Looking at compliers 
only, in-patients achieved a mean maximum weight of 
54.9 kg (i.c. 100% of target weight), significantly higher 
than that of other groups, and took less time than other 
groups to achieve maximum welght. 

All groups show a significant improvement in Morgan- 
Russell scores over one year (Table 2) ( P« 0.01 for 
groups 1 and 2, P« 0.05 for groups 3 ánd 4). Significant 
changes at the P « 0.01 level arise in the menstruation and 
nutrition subscales for groups 1 and 2 (whole groups and 


complier subgroups) and in socio-economic adjustment for 


group 2. Group,3 does marginally less well in these respects. 
Group 4 shows improvement at the P« 0.05 level for 
menstruation and for sexual adjustment, the latter change 
also occurring in group 1 (whole groups and complier 
subgroups). 


Relationship to pubertal threshold 


All three treatment groups ‘broke through’ their *pubertal- 
onset thresholds’ as defined by Crisp ef al (19862), that 
is, they achieved mean weight gains well in excess of a 
mean of 45 kg (82.2% MMPW as identified in Fig. 1). 
Many patients, as indicated above, also reached and 
passed through ‘menstrual thresholds’, regaining some 
menstruation. The ‘no treatment’ group (untreated by 
us) touches the pubertal-onset threshold during the year 
and then falls back, never, exceeding it. The treatment 
groups also fall back from their mean maximum ‘adolescent’ 
weights achieved within the year, but stay above the 
pubertal-onset threshold. The total group of non-compliers 
achieve a mean maximum weight of 48.7 kg during the year, 
nearly 4 kg higher than that obtained by the ‘no-treatment’ 
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group but significantly less (P<0.001) than that achieved 
by the patients in group 1. 


Discussion 


This study has been fraught with difficulties that 
relate to the well known problem of engaging 
and maintaining patients with anorexia nervosa in 
treatment and follow-up. We believe our assessment 
and treatment procedures normally contain and 
minimise these, but the imposition of the study 
exacerbated them (Gowers ef al, 1989). We were 
distressed to find patients refusing treatment or 
dropping out because of forced allocation when they 
would have preferred - or we would have preferred 
to have offered them - another. We were also 
distressed to have to offer ‘no treatment’ to others. 
However, the purpose of the present study was to 
test the effectiveness of our treatment approach 
within three different frameworks in a way not 
previously done. For the ‘no treatment’ group we 
had provided a full assessment in the first instance. 
This is not an uncommon practice with us since we 
always assess more cases than we can take for 
treatment ourselves. The referring agency is then in 


. a position to take advantage of the assessment, if 


they wish, in advising these patients concerning 
other treatment options. We were aware that 
general practitioners and others would usually refer 
such seriously ill patients elsewhere under these 
circumstances, and this reduced our ethical concerns 
about denying patients treatment ourselves. 

We are left with the conclusion that all three 
interventions are powerful in their effect at one-year 
follow-up. The out-patient interventions are clearly 
less intensive and less expensive than the in-patient 
package. The latter, apart from being the arena 
within which we constantly attempt to refurbish our 
own understanding and clinical skills in relation to 
this condition, enables anorectics who accept it to 
achieve a mean maximum weight of nearly 55 kg 
within the first year of treatment. (They only fall 
short of 100% of mean matched-population weight 
in that their ‘target weight’ as in-patients relates to 
their age at the onset of their illness rather than their 
current age.) All of those (63% of the group) who 
persisted with this treatment, offered under the 
enforced conditions of the study, achieved: their 
target weights. The weight gain in the other treatment 
options was slower and did not reach the same 
level, but at one-year follow-up the weights were 
comparable in all three treatment groups. 

We believe that the loss of weight in the in-patient 
group between maximum weight and that at one-year 
follow-up may be in part a result of the enforced 
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brevity of the subsequent out-patient intervention (12 
sessions), which we regard as seriously inadequate, 
especially following such intensive psychological 
in-patient treatment, but which was unavoidable in 
this study. We believe that ideally, after such intensive 
in-patient treatment, labour-intensive therapy needs to 
continue for about two years, with weekly sessions 
reducing to three-weekly sessions, involving both the 
core patient and the family. The same is als» true, we 
believe, for the primary out-patient treatment groups, 
who would normally in our care have received three 
or four times as many treatment sessions spread over 
two years. Sometimes in this study patients in these 
groups began to lose weight after the ninth or tenth 
session, when they foresaw treatment ending. 

The patients referred to us are seriously disabled 
and carry a high mortality risk. Despite our efforts, 
one died while awaiting treatment. The wait was a 
matter of weeks and she was meanwhile under the 
continued care of her general practitioner. Without 
us having greater specialised resources we could not 
have intervened earlier. Within the time span of the 
study we have had two other patients die under the 
same circumstances (excluded from the study because 
one was male and the other had been ill For more 
than ten years). There is a nationwide paucity of 
specialised services for anorexia nervosa. Despite the 
relative initial effectiveness of our interventions, 
these were restricted by the conditions of the study 
(e.g. 12 out-patient sessions only) and some patients 
again became acutely ill, especially in the 'no 
treatment’ group. - 

We might be criticised for restricting the number 
of out-patient psychotherapy sessions when we 
believe that more are needed for optimal effect. The 
experimental design did confer a rigidity on the 
process, but we are always having to choose, again 
because of lack of resources, between perceived 
optimal care of a smaller number of patients and less 
than optimal but, hopefully, still useful interventions 
with a greater number. In this study we pursued the 
latter course in order to be able to test the efficacy 
of our basic interventions. Having demonstrated 
that, we are now in a stronger position to justify 
pursuit of the necessary resources to explore the 
substance of our claim that more extensive treatment 
would be more effective. 

Other treatment provided elsewhere for the ‘no 
treatment' group during the first year appeared to 
achieve little real change in most cases. We fear that, 
with an experimental design involving such enforcedly 
restricted input from ourselves, and with no further 
treatment possible at follow-up within the study 
design, some patients from all treatment groups will 
also require treatment from other sources. This may 
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affect the purity of our longer-term follow-up. 
Alternatively, the evident immediate effect of our 
interventions across all three groups may prevail. 

The apparently good outcome in the out-patient 
group was contributed to by two patients who lost 
control of their eating and were bingeing. They 
were distressed about their weight gain - one became 
obese - and may prove unstable in the longer term. 

Clearly, weight gain is only one aspect of necessary 
change in recovery from anorexia nervosa, although 
our results suggest it may be the main discriminating 
factor in outcome at one year between a treated and 
a ‘non-treated’ population. Significant changes in 
sexual adjustment and socio-economic status occurred 
across the groups, with the latter ratings being 
greatest in group 2, especially in terms of more 
patients being in employment. Perhaps it is too soon 
to expect major changes in other areas. Our previous 
study (Hall & Crisp, 1983) demonstrated the superior 
effect of out-patient psychotherapy compared with 
dietary advice in respect of social and sexual 
adjustments, though it would appear that neither of 
those groups of patients had broken through the lower 
pubertal-weight threshold at one-year follow-up. 
These findings concerning social and sexual adjust- 
ment seem to be supported by the results on the out- 
patient treatment options offered in this study (which 
both also included dietary advice): both these patient 
groups gave evidence of having engaged in puberty 
so far as their group mean body weights were 
concerned. It could be argued that patients in option 
1 had spent a substantial amount of the year in 
hospital, with less time to address these matters in 
the short term. Since the psychotherapeutic input 
in all three interventions was not intended to be 
qualitatively different, this seems to be a likely 
explanation for the differences at one-year follow-up. 

One contaminating factor across all the options 
may be the assessment procedure. We normally 
regard it as the pivot to our interventions, as it 
usually enables the patient and family to commit 
themselves to the rigours of our subsequent treatment. 
We have always believed that the assessment pro- 
cedure itself can often have a major effect on the 
disorder, usually beneficial. It may be that it is the 
procedure plus the offer and conduct of any 
subsequent interventions involving psychotherapeutic 
attention to the developmental psychopathology 
coupled with dietary advice that leads to the signifi- 
cant improvement found here. It must be remembered 
that many of the patients in our control group 
(option 4), who also went through the assessment 
procedure but were then rejected for treatment, 
nevertheless often proceeded to other forms of 
intensive but disconnected treatment which may 


EFFECT OF THERAPIES IN ANOREXIA NERVOSA 


then have contributed negatively or positively to their 
status at one-year follow-up. Apparent improvement 
in menstruation in this group may be due to this being 
hormonally induced in some cases. The patients 
assessed by us in this study who rejected our offer 
of treatment (the ‘non-compliers’) but who were not 
themselves rejected by us gained more weight than 
the control group during the year, breaking into the 
pubertal weight band, but they could not sustain it. 
We wait to discover and report on the longer-term 
follow-up and the various factors prognostic of 
outcomes across and within the four options. 
Meanwhile, we believe it may be impossible to 
undertake a study devoid of such methodological 
problems as we have reported, or one not embodying 
an untreated control group. The natural history and 
severity of the disorder militate against it. 


Acknowledgements 


We thank Sheena Duncan, Rachel Eastman, Richard Edgeworth, 
Anne Heavey, Aurelie Rubie, Philip Tata, and many others for their 
contributions to the treatment and follow-up of these patients. We 
also gratefully acknowledge funding from Marks and Spencer plc, 
St George's Hospital Special Trustees and the Worshipful Company 
of Grocers. 


References 


AMERICAN PSYCHIATRIC ASSOCIATION (1987) Diagnostic and Statistical 
Manual of Mental Disorders (DSM-TII-R). Washington, DC: 
Amencan Psychiatric Press. 

Case, A. H. (1967) Anorexia nervosa. Hospital Medicine, 713-718. 

— — (1980) Anorexia Nervosa: Let Me Be. London: Academic 
Press. 

— — & Sronsum, E. (1971) Relation between aspects of 
nutritional disturbance and menstrual activity in primary anorexia 
nervosa. British Medical Journal, iii, 149-151. 

, Hsu, L. K. G., Harpine, B., ef al (1980) Chnical features 
of anorexia nervosa: study of a consecutive series of 102 female 
patients. Journal af Psychosomatic Research, 24, 179-191. 

— —— , Norron, K. R. W., Jurczag, S., ef al (1985) A treatment 
approach to anorexia nervosa — 25 years on. Journal of Psychiatric 
Research, 19, 247-251. 

—— —-, MarrHEWS, B., Norton, K. R. W., et al (1986a) Weight- 
related attitudes and behaviour in anorexics, recovered anorexics 
and normals, International Journal of Eatmg Disorders, 5, 
789-798. 





333 


— ——, Mayer, C. N. & Buar, A. V. (1986b) Patterns of weight 
gain in a group of patients treated for anorexia nervosa. 
International Journal of Eating Disorders, 5, 1007-1024. 

——, Lacy, J. H. & Crutcurmip, M. (1987) Clomipramine 
and ‘drive’ in people with anorexia nervosa: an in-patient study. 
British Journal of Psychratry, 150, 355-358. 

— —— , Jovonin, N , Haex, C., et al (1989) Anorexia Nervosa 
and the Wish to Change. London: Department of Mental Health 
Sciences, St George’s Hospital Medical School. 

Gowers, S., NORTON K., YELDHAM, D., ef ai (1989) The St George's 
prospective treatment study of anorexia nervosa: a discussion 
of methodological problems. International Journal of Eating 
Disorders, 8, 445—454, 

Hat, A. & Crise, A. H. (1983) Brief psychotherapy in the treet- 
ment of anorexia nervosa: preliminary findings. In Psychosomatic 
Medicine: Theoretical, Clinical and Transcultural Aspects (eds 
A. J. Stunkard & E. Stellar). New York: Plenum Press. 

— ——, Sim, E., Hawer, F., et al (1984) Anorema nervosa: 
long-term outcome in 50 female patients. British Journal of 
Psychiatry, 145, 407—413. 

Hsu, G. K. L., Cusp, A. H, & Haroma, B. (1979) Outcome of 
anorexia nervosa. Lancet, i, 61-65. 

Kay, D. W. K. (1953) Anorexia nervosa: a study in prognosis. 
Proceedings of the Royal Soctety of Medicine, 46, 669~ 
674 


KrmsLeEY, W. F. F (1953/54) Average body weights at different 
„ages and heights. Annals of Eugenics, 16, 316-334. 

Moraan, H. G. & Russert, G. F. M. (1975) Value of family 
background and clinical features as predictors of long term 
outcome in anorexia nervosa: four year follow-up study of 41 
patients. Psychological Medicine, 5, 355-371. 

———— , PuxGOLD, J. & Warsourng, J. (1983) Management and 
outcome m anorexia nervosa: a standardized prognostic study. 
British. Journal af Psychiatry, 143, 282-297. 

Patton, G. C. (1988) Mortality in eating disorders. Psychological 
Medicine, 18, 947-951. 

Paray, M. & Cusp, A. H. (1981) The impact of social skills 
training witlun an established in-patient treatment programme 
for anorexia nervosa. British Journal of Psychiatry, 139, 
533-539. 

RATNASURIYA, R. H. (1986) Prognostic Factors and Outcome after 
20 years m Anorexia Nervosa MPhil (Psychiatry) thesis, 
University of London. 

RussLL, G. F. M., Szmucxime, G. I., Dare, C., ef al (1987) An 
evaluation of family therapy in anorexia nervosa and bulimia 
nervosa. Archives of General Psychiatry, 44, 1047-1056. 

THEANDER, S. (1985) Outcome and prognoas in anorexia nervosa 
and bulimia: some results of a previous investigation, compared 
with those of a Swedish long term study. Journal of Psychiatric 
Research, 19, 493-508. 

Viagnsky, R. A. & ANDERSON, A. R. (1977) Conclusion to Anorexia 
Nervosa (ed. R. A. Vigersky). New York: Raven Press 


*A. H. Crisp, MD, FRCPsych, Professor of Psychiatry, St George's Hospital Medical School, London; 
Kingsley Norton, MD, MRCPsych, formerly Lecturer, St Georgé's Hospital Medical School, now Director, The 
Henderson Hospital, Sutton, Surrey; Simon Gowers, MB, MRCPsych, formerly Lecturer, St George's Hospital 
Medical School, now Senior Lecturer in Child Psychiatry, Academic Department of Psychiatry, University 
of Manchester; Christine Halek, BA, RMN, Nurse Specialist; Carol Bowyer, Senior Dietician; Denise 
Yeldham, MB, MRCPsych, formerly Senior Registrar, St George's Hospital Medical School, now Consultant 
Psychotherapist, Epsom District Hospital, Epsom, Surrey; Gill Levett, BSc, MSc, formerly Research 
Assistant; A. Bhat, MSc, FSS, Blostatistician, Department of Mental Health Sciences, St George's Hospital 
Medical School, London 


*Correspondence: Department of Mental Health Sciences, St George's Hospital Medical School, Cranmer Terrace, London 


Tb Sep 


"d 


British Journal of Psychiatry (1991), 159, 334-340 


Community Care: Does it Reduce the Need for Psychiatric Beds? 
A Comparison of Two Different Styles of Service in Three Hospitals 


R. E. LAWRENCE, J. B. COPAS and P. W. COOPER 


The admission pattern of under-65s during the first seven years of Kidderminster’s Distnct 
General Hosprtal Psychiatric Department was compared with the last seven years of the mental 
hospital (Powlck Hospital) which r- superseded in July 1978, and with its nearest mental 
hospital (Barnsley Hall Hospital). In Kidderminster the average length of patient's hospital stay 
was half that at Barnsley Hall. There were more admissions per head of population, more 
which lasted less than a week, and more patients with over six admissions to Kidderminster 
than Barnsley Hall. The retrospective comparison with Powick Hospital showed that these 

' differences were not due to the superlor community facilities in Kidderminster since there 
was no real change in hospital bec use with the development of community services; this 
supports the view that there is a bad-rock of illness which will always need In-patient care 
however comprehensive the community resources. 


The number of mental hospital in-patients in the UK 
has fallen from 350 per 100 000 in 1954 tc 156 per 
100 000 in 1981 (DHSS, 1984) in line with Tooth & 
Brooke's prediction (1961). This paper aims to assess 
what proportion of this fall is due to ircreasing 
community resources. 

There have been several uncontrolled studies of 
community alternatives to hospital admission (Baker, 
1969; Bouras ef al, 1986) but, while these are of 
interest, Hafner (1987) suggested there are only three 
methods of assessing bed need: 


(8) experimental studies, 
(b) case register data, 
(c) quasi-experimental studies. 


There are difficulties with each approach. 

In experimental studies, defined patient groups are 
randomly, prospectively referred to either home care 
or hospital care and the outcome assessed. In the last 
20 years there have been many such studiss iri the 
USA, in Denver (Langsley ef al, 1968; Polak & 
Kirby, 1976), in Louisville (Pasamanick ef cl, 1967), 
and Madison (Stein & Test, 1978; Stein ef 21, 1980; 
Stein, 1982; Stein & Ganser, 1983), Canada, in 
Montreal (Fenton et al, 1979, 19822, 1982b) and 
Vancouver (Coates ef al, 1976), and Australia, in 


Sydney (Hoult et al, 1983, 1984; Reynolds & Hoult, ` 


1984). These studies were well summarised by Fenton 
et al (1982), Kiesler (1982) and Hoult et al (1983) 
who concluded that the alternatives to in-patient care 


yielded similar or better outcomes than traditional _ 


care and fewer beds are needed. It is possible, 
however, that such results cannot be generalised 
to routine psychiatric practice, as Stein & Test 
(1980) stated ‘‘when the special programming was 


discontinued . . . the use of the hospital rose 
sharply”. The experimental group (given home or 
community care) were invariably treated by a 
committed research team whilst the control group 
(in-patients) were treated by the established ordinary 
services. In this regard, none of the published 
studies are truly controlled. It is unlikely that the 
enthusiasm of a research team can be generalised and 
reproduced in the day to day working of an NHS 
hospital. 

The case-register approach relies on long-term 
monitoring of population-based trends to indicate 
future bed needs (Weeke et al, 1979; Munk-Jorgensen, 
1985) and has accurately predicted bed use in this 
country (Fryers, 1974, 1979) but this approach can 
be circular (not clearly differentiating policy from 
need) and, in the past, its accuracy may have been 
overestimated due to the existence of many long-term 
patients who are now diminishing steadily through 
deaths. 

Quasi-experimental studies (of which this paper 
is an example) are the evaluation of the effect of a 
clear change in service provision on a defined 
population (Grad & Sainsbury, 1968). They can 
never be truly scientific - before and after comparisons 
are fraught with difficulties — and they are at risk of 
being parochial; nevertheless such studies are the 
most likely to give realistic results (Hafner & Heiden, 
1989). 

Kidderminster General Hospital Psychiatric 
Department and associated services comprise the 
northern end of the Worcester Development Project 
(WDP) and are a good example of a 'quasi- 
experimental study' providing an almost unique 
opportunity to measure the contribution of expanding 
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community resources to the reduction in in-patient 
psychiatric need. The WDP had its own case register; 
the move to a district general hospital (DGH) 
was the result of a policy.decision; there was a 
distinct break from a traditional approach to DGH 
care (after the opening of the DGH units there were 
no further admissions to the mental hospital); the 
development was not encumbered by impossible 
financial constraints nor the simultaneous burden 
of providing a community service for the population, 
and rehabilitation for the old long stay; the popu- 
lation of Kidderminster has been fairly static since 
1971 so a direct comparison can be made of bed 
use before and after the change; and a comparison 
area was conveniently to hand. The neighbouring 
catchment area in north Worcestershire, with an 
equivalent socio-demographic profile, has a traditional 
mental hospital (Barnsley Hall Hospital) within 12 
miles of Kidderminster General Hospital Psychiatric 
Department. Therefore, in north Worcestershire, 
there exist two widely differing forms of psychiatric 
provision which run in parallel with very little overlap 
or across-boundary admission. Thus, the ‘new’ 
community service can be compared with both the 
‘old’ service it replaced and the ‘traditional’ service 
which is its current neighbour. 


Method 


This paper is restricted to a comparison of the admission 
and re-admission rates and lengths of stay of patients aged 
under 65 admitted to Kidderminster General Hospital 
Psychiatric Department, Barnsley Hall Hospital, and 
Powick Hospital over two seven-year periods. Diagnostic 
categories were not included in the comparison as these are 
known to be unreliable over time and place especially when 
(as in this case) the original data were not collected using 
operational criteria with research in mind. 

The Jarman scale (Jarman, 1983, 1984) is considered a 
reliable measure of predicted demand for psychiatric 
services (Hirsch, 1986) and is based on weighted demographic 
indices. Kidderminster Health District has a population of 
99 000 and is ranked 159th of 192 on the Jarman scale. 
Some 12% of all admissions come from an isolated area 
of south Shropshire, increasing the total catchment area 
population served to 111 000 but not changing its demo- 
graphic balance. Barnsley Hall Hospital serves a total 
population of 285 000 with a widely varying demographic 
makeup but which includes Bromsgrove and Stourbridge 
(chosen since they are demographically equivalent to 
Kidderminster) with a catchment area of 125 500. 
Bromsgrove and Redditch Health District is ranked 124th 
of 192 on the Jarman scale suggesting a higher ‘predicted 
demand’ for psychiatric services than Kidderminster but 
the most deprived parts of this area have been excluded 
(i.e. Frankley and Redditch), and Dudley Health District 
(of which Stourbridge is a part) is ranked 165th of 192, 
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suggesting a lower demand for psychiatric services than 
Kidderminster. Al] admissions from Bromsgrove and 
Stourbridge to Barnsley Hall Hospital were therefore 
included in the study. 

The hospitals are compared in Table 1. Powick Hospital 
in the 1970s was very similar to Barnsley Hall Hospital in 
the mid-1980s; neither have many community resources 
when compared with Kidderminster. The ethos of the 
department in Kidderminster (Lawrence et al, 1988) was 
to use ward beds only as a last resort and to minimise time 
spent in hospital. Patients were discharged early and 
supported by the day hospital, day centre, social services 
hostel, and by the Community Psychiatric Nurse (CPN) 
Service and social workers. Kidderminster has very good 
hostel provision, a high proportion of Junior doctors, and 
more nurses per head of population than Barnsley Hall 
Hospital. 

The admission books of all three hospitals provided the 
initial source of names, addresses, admission and discharge 
dates for the patients included in the three-hospital 
comparison. 

The subjects comprised: 


(a) All patients aged under 65 admitted to Powick 
Hospital from the Kidderminster catchment area 
from 3 July 1971 until 2 July 1977 were included and 
followed up for discharge, death or further admission 
until 2 July 1978 when Powick Hospital closed to 
admissions from Kidderminster. 

(b) All patients aged under 65 admitted to Kidderminster 
General Hospital Psychiatric Department from 3 July 
1978 until 2 July 1984 were included and followed 
up for discharge, death or further admission until 
2 July 1985. 3 

(c) All patients aged under 65 admitted to Barnsley Hall 
Hospital from Bromsgrove and Stourbridge from 
3 July 1978 until 2 July 1984 were included and 
followed up for discharge, death or further admission 
until 2 July 1985. 


The observation period is necessarily one year longer than 
the inclusion period to allow all included patients the 
opportunity to become ‘new long stay’ as it is commonly 
defined (Mann & Cree, 1973). 

Patients transferred from Powick to Kidderminster 
Hospital and in-patients in Powick and Barnsley Hall 
hospitals at the start of the study were excluded, If during 
the course of the study they were discharged and re-admitted 
then their inclusion commenced at the time of their 
readmission. This excluded the chronic long stay population 
from all three hospitals equally, and minimised bias. 


Observations 


The admission rates per head of population, re-admission 
rates, the numbers of ‘revolving door’ patients (more than 
three admissions per year), the number and accumulation 
of new long stay (a period of continuous in-patient care 
lasting a year or more), the mean and median lengths of 
stay per admission and per patient, and total length of stay 
per patient for each hospital were compared. 
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Table 1 


A comparison of the service provision of the three hospitals 


Industrial Day 
centre 
pisces places 


places 


Group Day 
places home hospital therapy 
places 


Hostel 


15.8.) 


CPNs 


doctors -logists workers 


beds 


Catchment Catchment Catchment — Jurwor Psycho- Social 
doctors 


beds acute population acute 
beds 


Total Total 


Powick Hospital 


(pop. 260 000) 


691 


1970 
1977 


2.5 


1.5 


1.5 


24 


88 000 


477 80 


Bamsley Hall Hospital 


(pop. 285 000) 


25 


13 


1.5 2.5 


0.4 


2.5 


2.2 


125 600 


76 


593 
373 


1978 
1985 


Kidderminster 


(pop. 99 000) 


12 


1.8 


b6 30 111000 


1978 


1. Esch hospital served a discrete population which Is grven In brackets under name of hosprtal. The catchment population is the true size of the population chosen for companson 


etc. refor to the true numbers of those which were avadable to the particular areas on which the comparisone 


‘between the 3 hospitals, and the numbers of beds, doctors, psychologists, 


were made. 
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Results 


Kidderminster Hospital (from 3 July 1978-2 July 1984) had 
1149 admissions of 607 patients. In the same six-year period 
Barnsley Hall Hospital had 853 admissions of 482 patients. 
Powick Hospital (from 3 July 1971-2 July 1977) had 901 
admissions of 546 patients. 

The comparison of bed use between the three hospitals 
is shown in Table 2 both in absolute terms and in terms 
of the population served. The distributions of lengths of 
stay are highly skewed, with the mean length of stay about 
twice as large as the median in each case. Copas et al (1971) 
have shown the advantages of measuring length of stay on a 
logarithmic scale rather than on the natural scale. Figure 1 
shows the percentage of patients still in hospital after a given 
length of stay, using a probability scale, and a logarithmic 
scale for the length of stay itself. Each plot is remarkably 
close to a straight line, showing that, for each hospital, 
length of stay is described by a ‘log-normal’ distribution 
(the slight exception is for Powick Hospital, where the 
number of very long periods of stay, exceeding two years, 
is rather more than would be expected by chance). The lines 
for Kidderminster Hospital and Powick Hospital áre very 
close, with the line for Barnsley Hall Hospital shifted to 
the right by about 0.64 units on the log scale. This 
corresponds to a multiplicative effect of antilog(0.64) — 1.9 
(using natural logs). Thus, the pattern of length of stay for 
Kidderminster Hospital and Powick Hospital is essentially 
the same; the distribution for Barnsley Hall Hospital can 
be roughly explained in terms of doubling all the lengths 
of stay. Thus, the median for Barnsley Hall Hospital is 49 
days, about twice the median of 26 days for the other two 


Percentage of patients with length of stay exceeding 





1 2 4 
Length of stay: weeks 
Fig.1 Proportions of patient populations by their length of stay 
Kiddermunster 


810 20 40 80 100 


(——Barnsley Hall, —— General, ——Powilck). 
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Table 2 
Comparison of the bed usage of the three hospitals 


Powick (1871-78) 





KGHPU' (1978-85) BHH? (1978-88) 








Absolute % of Per 1000 Absolute 96 of Per 1000 Absolute 96 of Per 1000 
numbers patents population numbers patents population numbers patents population 
Approxmate population 
served (+ 196) 98 000 -— 111000: — 126 600 - 
Admissions in six years 901 9.19 1149 10.35 853 6.80 
Mean admission’ days 36.12 - 32.10 -— 65.72 ~- 
Mode admission: days 10-20 <10 20-30 
Median admission: days 18.20 14.20 30.90 
Total patients In six years 546 5.57 607 5.47 482 3.84 
admitted once 393 72 4.01 389 84 3.50 307 84 2.46 
admitted twice 81 15 0.83 95 18 0.86 89 18 0.71 
admitted 3-8 times 56 10 0.57 104 17 094 78 16 0.62 
admitted >6 times 18 2.9 0.18 19 3.1 017 8 1.7 0.06 
Patients’ total hospital 
stay in seven years 
<1 week 86 16 0.88 121 "20 1.08 36 7.3 0.28 
<1 month 325 60 3.32 344 57 3.10 188 39 148 
«6 months 510 93 5.20 666 93 5.09 399 83 3.18 
>6 months 36 6.6 0.37 42 6.9 0.38 83 17 0.66 
>12 months 14 2.6 0.14 17 2.8 0.15 46 9.6 0.37 
>2 years 6 1.1 0.06 7 1.2 0.06 18 3.7 0.14 
1 week-6 months 424 78 4.33 444 73 4.00 364 78 2.90 
1 month-6 months 202 37 2.08 227 37 2.05 224 48 1.78 
Median stay: days 28 28 49 


1. Kiddorminster Genera! Hospital Psychiatric Unt. 
2. Barnsley Hali Hosprtal 


hospitals. Similarly, the 95th percentile length of stay (the 
length of stay exceeded by only 5% of the patients) is 590 
days for Barnsley Hall Hospital, around double the 
corresponding figure of 252 days for Powick Hospital. 

Figure 2 is similar to Figure 1, but with percentage of 
patients on the vertical scale replaced by the number of 
patients per 1000 population. It shows that Barnsley Hall 
Hospital has a smaller proportion of short-stay but a larger 
proportion of long-stay patients compared with both 
Kidderminster and Powick hospitals. However, Barnsley 
Hall Hospital patients represent a smaller proportion of 
its catchment population than do patients at the other two 
locations. The curves for Kidderminster Hospital and 
Powick Hospital remain very similar. Up to one month the 
Barnsley Hall Hospital curve is lower, in line with the 
smaller number of admissions per head of the population 
to Barnsley Hall Hospital, but beyond this there are more 
patients per head of the population in Barnsley Hall 
Hospital than either of the other two hospitals. The 
number of patients with a stay exceeding 12 months, for 
example, is 0.37 per 1000 for Barnsley Hall Hospital but 
only 0.14 for Powick Hospital and 0.15 for Kidderminster 
Hospital. 

Seventeen patients admitted to either Kidderminster 
Hospital or Barnsley Hall Hospital had more than 3 
admissions in any year (0.15 and 0.14 per 1000 of general 
population respectively). But fewer patients are admitted 
to Barnsley Hall Hospital more than 6 times in 6 years 
(0.06/1000 general population) than to either Powick 


Hospital (0.16/1000 general population) or Kidderminster 
Hospital (0.17/1000 general population. 

The only statistically significant difference between 
Powick Hospital and Kidderminster Hospital is that there 
are more admissions to Kidderminster Hospital which last 
a week or less (1.09 per 1000 compared with 0.88 per 1000). 


Patients per 1000 of population 
e 








inier 23468 23468 234 68 


0.01 10 100 


Log of stay: (months) 
Flg.2 Proportion of population in hospital as a function of length 
of stay (——Barnsley Hall, ——Kidderminster General, 
—— Powick). 
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Discussion 


The admission book approach has problems in that 
the data were not originally recorded for research 
purposes and may be more subject to error than a 
case register, and the information about ezch patient 
was limited, but the admission book was used so that 
the same method of data collection could be used 
for all three hospitals. An advantage was that all the 
admissions of a particular patient could be summed 
so that each individual was only counted once, 
enabling a true population rate to be expressed, 
which is not possible with DHSS or case register 
material. The case register would have had the 
advantage of including only those admissions which 
came from the WDP area but this would not have 
truly reflected the real state of affairs either before 
or after Kidderminster General Hospital Psychiatric 
Department opened, and there is no case register 
for Barnsley Hall Hospital patients. Moreover the 
census approach which is most commonly used with 
case registers automatically biases the resul:s towards 
the long stay (a patient with a stay of one year is 52 
times more likely to be included in such a survey than 
a patient with only a one-week stay). 


Barnsley Hall Hospital 


The most striking findings concerning this traditional 
mental hospital are the very few admissions per head 
of the population and that those admitted stay twice as 
long as their counterparts admitted to Kidderminster 
General Hospital Psychiatric Department or Powick 
Hospital (i.e. a high threshold both to admission and 
to discharge). Perhaps only the most seriously ill 
patients are admitted to Barnsley Hall, either due to 
thorough consultant assessment before admission or 
differential drift to other services of the least ill. 
This is insufficient, however, to explain the excess 
of long-stay patients in Barnsley Hall Hospital (see 
Fig. 2) as within a month of admission the proportion 
of the population still in hospital has become equal 
in all three areas. Thereafter the proportion of the 
population still in hospital care remains higher in 
Barnsley Hall Hospital than Kidderminster Hospital 
or Powick Hospital. The difference is greatest between 
5and 18 months but even at 26 months there are twice 


as many in-patients per head of the population from: 


Bromsgrove and Stourbridge than Kidderminster. 
Perhaps easy availability of beds in long-s:ay wards 
accounted for some of this difference, or theoretically 
it may have been due to insufficient clinical activity; 
however, at that time, there was no lack of consult- 
ants, no posts filled with locums, and Kidderminster 
and Barnsley Hall Hospitals shared the same junior 
doctor training rotation. 
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Alternatively, there may be some hidden difference 
between the two catchment areas despite their 
demographic similarity and proximity. It is hard, 
however, to postulate a convincing social, environ- 
mental or genetic difference between two areas only 
12 miles apart. 


Kidderminster General Hospital Psychiatric 
Department 


Despite the expansion of community services in 
Kidderminster there has been no significant change 
in the pattern of bed use (apart from an increase in 
very short periods of admission). However bed 
use is measured, whether longitudinally or cross- 
sectionally, whether the figures are restricted to 
Kidderminster or include the entire WDP, there is 
no evidence that the development of community 
resources in Worcestershire has reduced the use 
of hospital beds (psychiatric case register data). 
There has been no reduction in the length of each 
admission, nor in the total length of each patient’s 
hospital stay. There has been no increase or decrease 
in the average length of stay, number of admissions, 
number of readmissions, number of ‘revolving door’ 
patients, or accumulation of ‘new long stay’! 
Whatever accounts for the excess in lengths of stay 
in Barnsley Hall compared with Kidderminster 
General it is not the lack of community resources 
in Bromsgrove and Stourbridge. That excess pre- 
dated the development of: community resources in 
Kidderminster and the provision of those resources 
has not reduced hospital bed use. It is somewhat 
salutary to find that despite the enormous increase 
in spending on community care in Kidderminster 
over a 14-year period the need for hospital care has 
remained unchanged. 

There were, however, very few in-patient beds in 
Powick Hospital designated for acute admissions 
from the Kidderminster area and the last seven years 
of a hospital service which was due for closure may 
be a distorted sample. The hospital had an artificial 
bed shortage throughout the study period due to the 
policy of taking down beds as their occupants died 
or were discharged. Thus, while in terms of building 
style, site and lack of formal community care Powick 
Hospital is much more like Barnsley Hall Hospital 
than Kidderminster Hospital, in terms of real bed 
availability Powick and Kidderminster Hospital have 
much in common. Thus, while the positive facilities 
of community care improved, bed availability changed 
little and, despite the appointment of a new consult- 
ant, there is no evidence of a change iri bed use when 
Powick Hospital closed. This may, perhaps, be 
because there was no change in service pattern such 
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as taking the resources to the patient following the 
Stein & Test model (Stein & Test, 1978). 

The lack of accumulation of ‘new long stay’ in 
Kidderminster General Hospital Psychiatric Depart- 
ment was described (Cumella et al, 1988), and one of 
the possible reasons for this was given as the lack of 
long-stay beds. This may be so, but it is clear from a 
retrospective look at Powick Hospital that the lack of 
long-stay provision for the area had existed for at least 
seven years before the new department was opened. 

If this finding is replicated it has serious impli- 
cations for those planning new community-based 
services; the lack of change in bed use supports the 
view that there is a ‘bed-rock’ of serious illness which 
will always need in-patient care and that this bed- 
rock had been reached at least seven years before 
Powick Hospital closed to new admissions. If a 
` traditional mental hospital is being replaced by the 
now conventional district general unit (DGU) it 
is probable that the present thresholds for both 
admission and discharge will remain unchanged 
because many, if not all, of the mental hospitals 
which are presently running down are already at bed- 
rock. If so, the change to a DGU will not enable 
savings by reducing what could loosely be labelled 
*current in-patient bed use'. The only reduction 
which could be envisaged is in the ‘old long stay’ 
population. These patients presently occupy beds but 
little else, using the minimum of medical, nursing 
and occupational therapy time; their recurring costs 
are small. From a moral point of view the move to 
small de-stigmatised DGUs may be right but as a 
cost-cutting exercise it is doomed to failure as only 
capital will be liberated by the sale of real estate and 
recurring costs will rise. 
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Lithium in Tricyclic-Resistant Depression 
Correlation of Increased Brain 5-HT Function with Clinical Outcome 


P. J. COWEN, S. L. McCANCE, C. J. WARE, P. R. COHEN, J. S. CHALMERS and D. L. JULIER 


The addition of Irthium to the tricyclic antidepressant medication of 23 patients with major 
depression resulted in an Increase in the prolactin response to intravenous L-tryptophan after 
both four days and four weeks of treatment. The extent of this increase did not distinguish 
the ten patients who were classified as clinical responders (7 5096 reduction In score on the 
HRSD). Among the responders there was a modestly significant correlation between the 
decrease in score on the HRSD and the enhancement of tryptophan-induced prolactin release. 
Some responders, however, showed very little change in this endocrine response over the 
four weeks of lithium treatment. Lithium may Increase brain b-HT function in tricyclic-resistant 
depression but there is only limited support for the hypothesis that changes tn braln 5-HT 
function are involved in the antidepressant effect of this treatment combination 


Several studies have suggested that the addition of 
lithium to the medication of depressed patients who 
have failed to respond to tricyclic antidepressants can 
produce significant clinical benefit (de Montigny et al, 
1981, 1983; Heninger et al, 1983; Schopf et al, 1989). 
The proportion of patients who improve varies 
between studies, but larger investigations indicate 
about a 50% response rate over four weeks of 
combined lithium-tricyclic treatment (Price et al, 
1986). Some patients, however, respond more quickly, 
within the first few days of lithium treatment 
(de Montigny et al, 1981, 1983; Schöpf et al, 1989). 

Lithium has many biochemical actions but its 
effects on 5-hydroxytryptamine (5-HT) neurotrans- 
mission are of particular interest because of the 
evidence linking decreased brain 5-HT function with 
affective illness (Coppen, 1967; Goodwin & Post, 
1983; Cowen, 1988). Indeed, de Montigny et al (1981) 
have suggested that the antidepressant efficacy of 
lithium/tricyclic combinations can be explained by a 
synergistic action of the two drugs on brain 5-HT 
neurotransmission. This hypothesis is based on ani- 
mal experimental studies which have shown, for 
example, that repeated tricyclic antidepressant treat- 
ment increases the sensitivity of post-synaptic 5-HT 
receptors in the hippocampus (de Montigny & 
Aghajanian, 1978), while lithium administration facili- 
tates the release of 5-HT from nerve terminals innerv- 
ating this brain region (Blier & de Montigny, 1985). 

There is evidence from neuroendocrine studies 
that lithium increases brain S-HT function in 
humans. Administration of the 5-HT precursor, 
L-tryptophan (LTP), raises plasma prolactin (PRL) 
concentrations, probably by increasing brain 5-HT 
function (Anderson & Cowen, 1986; Cowen, 1987). 
We found in normal volunteers that the increase in 


plasma PRL produced by LTP was enhanced after 
both 3 and 20 days of lithium treatment (Glue 
et al, 1986), suggesting a facilitation of brain 5-HT 
neurotransmission. In a subsequent pilot study in 
depressed patients we found that the addition of 
lithium to ineffective tricyclic antidepressant treatment 
also increased PRL responses to LTP after both four 
days and four weeks of treatment (Cowen et al, 
1989). This finding is of interest because tricyclic 
antidepressants themselves enhance the PRL response 
to LTP (Charney et al, 1984; Cowen et al, 1986), 
and the further increase seen with lithium is consistent 
with a synergistic effect of the two treatments on 
brain 5-HT function, as suggested by de Montigny 
et al (1981). 

The aim of the present study was to confirm the 
effect of lithium on the PRL response to LTP in a 
larger group of tricyclic-resistant depressed patients. 
Our hypothesis was that lithium would increase the 
PRL response to LTP and that this increase would 
correlate with clinical outcome. The neuroendocrine 
responses of 11 of the subjects reported here have 
previously been described (Cowen et al, 1989). 


Method 


We studied 23 patients (13 female and 10 male; 5 in-patients, 
18 out-patients) who on the basis of a structured interview 
and review of case notes met DSM-III criteria (American 
Psychiatric Association, 1980) for major depression. Nine 
subjects also met criteria for melancholia and one had a 
mood-congruent psychosis; two had bipolar illness. The 
mean age of the patients was 40.7 years (range 22-60 years) 
and the mean duration of the current episode of depression 
was 21.5 weeks (range 6-80 weeks). 

The patients were all receiving treatment with tricyclic 
antidepressant drugs (amitriptyline, .13; 'dottuepin, 7; 
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Table 1 
Effect of lithium treatment on plasma PRL, HRSD score and body weight 

Baseline 4 days 4 weeks 
Mean (s.¢.m.) baseline PRL’ mlU/ 164423 171 +18 187+23 
Mean (s.e.m.) PRL response to LTP (AUC): (mlUA) xh 233 (39) 316 (60)* 423 (73)*** 
Mean (s.e.m.) HRSD score 22.6 (1.3) 16.7 (1.4)* ** 13.1 (1.5)*** 
Mean (s.e.m.) welght: kg 66.8 (2.4) 67.0 (2.6) 67.7 (2.6)** 
Mean (8.e.m.) lithium level: mmol/l - 0.60 (0.03) 0.68 (0.04) 


*P«0.05; **P< 0.003; ***p« 0.002 (significant differences from baseline vatus) 


' 


clomipramine, lofepramine, and imipramine, 1 each) and- 


were deemed by their treating clinician to have shown an 
unsatisfactory response. The mean duration of tricyclic treat- 
ment was 17.9 weeks (range 4-60 weeks) and the mean daily 
dose was 180 mg (with the exception of one patient taking 
75 mg clomipramine, all subjects received 15C mg daily or 
greater). This dose had been achieved at least three weeks 
before entry to the study and was considered by the treating 
clinician to be the maximum which the patient could comfort- 
ably tolerate. Four patients were also taking small doses of 
benzodiazepines (<15 mg diazepam equivalent) for night 
sedation. Both benzodiazepine and tricyclic mecication were 
continued unchanged for the duration of the lithium study. 

Patients received a four-week course of lithium carbonate 
in an initial dose of 800 mg at night, adjusted after the first 
week to give a 12-hour post-dosing lithium level of at least 
0.5 mmol/l. Clinical response was assessed by the 17-item 
Hamilton Rating Scale for Depression (HRSD; Hamilton, 
1960), which was administered before each of the three LTP 
tests (see below). The criterion for clinical response to 
lithium was a minimum 50% reduction in pre-lithium 
HRSD score (de Montigny ef al, 1983). 


Neuroendocrine procedure 


An LTP solution for infusion was prepared from Optimax 
powder as previously described (Cowen & Charig, 1987). 
Patients received LTP testing on three occasions: (a) in the 
week before lithium treatment; (b) four to six days after 
lithium treatment started; and (c) in the fourth week of 
lithium treatment. Patients were tested on a research unit 
after an overnight fast. During the test they reclined and 
were not allowed to sleep. Following insertion of an 
intravenous cannula, a 30-minute rest period elapsed, after 
which three baseline samples were taken at 15-minute 
intervals. LTP (5g over 25 minutes) was then infused 
intravenously and further venous samples were taken every 
15 minutes for the following 95 minutes. P'asma was 
separated by centrifugation and frozen at — 20°C before 
assay. Prolactin was measured by a double-antibody 
radioimmunoassay; the average intra-assay and inter-assay 
coefficients of variation over the range encompassed by the 
standard curve were 7.4% and 11.8% respectively. 


Statistical analysis 


The endocrine data approximated satisfactorily to a normal 
distribution. Prolactin responses were plotted against time 


and also measured as area under the curve (AUC), using 
the trapezoid method and the baseline secretion subtracted. 
The effect of lithium on PRL responses to LTP was assessed 
with a one- or two-way repeated-measures analysis of 
variance with post-hoc Student's paired t-tests (two-tailed). 
Differences in other variables were assessed with paired 
t-tests. Correlations were carried out using Spearman’s rank 
correlation. 


Results 


The PRL response to LTP was significantly increased by 
lithium (F =7.23; d.f.=2, 44; P=0.002) following both 
four days ( P« 0.05) and four weeks (P< 0.002) of lithium 
treatment (Table 1, Fig. 1) with the increase at four weeks 
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Fig.1 Effect of intravenous L-tryptophan (LTP) on mean plasma 
prolactin (PRL) concentration in 23 depressed patients receiving 
tricyclic antidepressant treatment. The area under the curve (AUC) 
of PRL response to LTP was significantly greater after four days 
(o—o) (P«0.05) and four weeks ( A—A ) ( P<0.002) of 
hthium than at baseline (@—e@) (analysis of variance and paired 
t-test). 
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tending to be somewhat greater than that at four days 
( P=0.07). Scores on the HRSD fell significantly at four 
days, with a further reduction at four weeks (Table 1). After 
four weeks of lithium administration, 10 of the 23 subjects 
had responded, as judged by a 50% reduction in HRSD 
Score; four of these subjects had responded by the fourth 
day of treatment. The LTP-induced PRL increases of the 
responders and non-responders were compared before the 
start of lithium treatment, and after four days and four 
weeks of lithium administration, using a two-way repeated- 
measures analysis of variance. There was a significant main 
effect of lithium on PRL response (F — 6.85; d.f.=2, 42; 
P<0.003) but not on clinical outcome (F =0.60; d.f.=1, 
21; P<0.5); nor was there a significant interaction between 
these effects (F =0.01; d.f.=2, 42; P>0.5) (Fig. 2). 


AUC PRL (mlU/l) xh 





Fig. 2 Effect of lithium treatment on the mean (s.e.m.) PRL 
response (measured as area under the curve) following intravenous 
LTP in 23 depressed patients receiving tricyclic antidepressants. 
Subjects were categorised as responders (> 5098 decrease in HRSD 
score over four weeks) ( HÀ ) (7 = 10) or non-responders (n = 13) 
( Œ ). There was no significant difference ın PRL response to LTP 
between responders and non-responders during any of the tests 
(analysis of variance). 


We also correlated the change in HRSD score and change 
in PRL response to LTP. Overall, there was no significant 
correlation between change in PRL response at four weeks 
compared with baseline and the change in HRSD score over 
the same period (r= 0.020; P» 0.5). However, when the 
same correlation was carried out for the responders alone, 
tbere was a significant correlation between the fall in HRSD 
Score and the increase in PRL response (r= 0.673; P —0.03) 
and also between the percentage fall in HRSD score and PRL 
response (r= 0.649; P— 0.04) (Fig. 3). These relationships 
did not hold for the non-responders (r — 0.096 and — 0.104; 
P» 0.5). Some responders, however, had very little change 
in the PRL response to LTP over four weeks of lithium 
treatment (Fig. 3). There was no correlation between change 
in PRL response and change in HRSD score at four days 
(r— 0.286; P» 0.1), whether or not the analysis was restricted 
to the eventual responders at four weeks (r — 0.216; P» 0.5). 
There was no correlation between plasma lithium level and 
increase in PRL response to LTP at either four days 
(r= — 0.047; P» 0.5) or four weeks (r= —0.015; P» 0.5). 
There was a small but significant increase in body weight 
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Fig.3 Change in PRL response to LTP and HRSD score in 23 
depressed subjects treated with lithium for four weeks. Thesc 
two measures are significantly correlated in the responders ( (*] ) 
(r=0.649; P= 0.04) but not in the non-responders ( A ) (= —0.104; 
P>0.5) (Spearman's rank correlation). 


after four weeks of lithium treatment (Table 1), but change 
in weight at four weeks compared with baseline did not 
correlate with change in PRL response to LTP over the 
same period (r— =0.132; P>0.5). 


Discussion 


The present results confirm an initial report showing 
that administration of lithium increases the PRL 
response to LTP in patients receiving tricyclic 
antidepressant treatment (Cowen et al, 1989). We 
have previously presented data indicating that the 
PRL response to LTP is mediated by 5-HT pathways 
(Anderson & Cowen, 1986; Cowen, 1987) and our 
findings therefore suggest that lithium treatment 
facilitates -HT neurotransmission in tricyclic-resistant 
depression. 

The effect of lithium on brain 5-HT function in 
animals has been much studied and is the subject 
of two recent, comprehensive reviews (Wood & 
Goodwin, 1987; Price et al, 1990). Briefly, lithium 
increases neuronal 5-HT release (Swann ef al, 1981; 
Treiser et al, 1981), perhaps in association with 
desensitisation of inhibitory pre-synaptic receptors 
on 5-HT cell bodies (Goodwin ef al, 1986a) and 
nerve terminals (Hotta & Yamawaki, 1988; Wang 
& Friedman, 1988). Lithium also alters the sensitivity 
of post-synaptic 5-HT receptors, which have recently 
been shown to exist in a number of biochemically 
distinct subtypes (Peroutka, 1988). Thus lithium 
enhances behavioural responses produced by acti- 
vation of post-synaptic 5-HT,, receptors (Goodwin 
et al, 19865) but attenuates behaviour mediated 
by 5-HT, receptors (Goodwin et al, 19862). Taken 
together, these studies suggest that lithium increases 
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certain aspects of 5-HT neurotransmission, particu- 
larly those involving post-synaptic 5-HT,4 receptors. 
Interestingly, the PRL response to LTP in humans 
is attenuated by the 5-HT,, receptor antagonist 
pindolol (Smith e al, 1991), but not by the 5-HT, 
receptor antagonist ritanserin (Charig ef al, 1986). 
This suggests that LTP-induced PRL release may be 
mediated by post-synaptic 5-HT,, receptors. 
Other human neuroendocrine studies indicate that 
lithium increases brain 5-HT function in toth normal 
subjects and patients with affective illness. For 
example, in patients with bipolar disorder, lithium 
increased cortisol responses to both 5-hydroxy- 
tryptophan (Meltzer et al, 1984) and fenfluramine 
(Muhibauer & Muller-Oerlinghausen, 1985). In 
addition, Price ef al (1989) found in otherwise drug- 
free depressed patients that the PRL responses to 
LTP were increased during the first week of lithium 
administration but not after the third, an interesting 
contrast to the present study. Finally, in normal 
subjects, we found that three to four days of lithium 
treatment increased the PRL responses to the 5-HT 
uptake inhibitor clomipramine, but not those to the 
dopamine receptor antagonists haloperidol and 
metoclopramide (McCance et al, 19891; nor did 
lithium alter the PRL response to the direct pituitary 
lactotroph stimulant, thyrotropin-releasinz hormone 
(TRH) (Hunter et al, 1989; Cowen et al, 1990). These 
latter findings suggest that the ability of lithium to 
increase 5-HT-mediated PRL release is caused by 
actions on 5-HT neurotransmission, rather than a 
more generalised facilitation of PRL secretion. 
Some methodological limitations of the clinical 
design of our study need to be acknowledged. 
Antidepressant treatment, for example, was not 
standardised and patients were on varying classes of 
tricyclic antidepressants administered at differing 
doses. There are, however, reports of successful 
lithium augmentation with all of the drugs that our 
patients were taking (see Schópf, 1989; Kramlinger 
& Post, 1989; Finch & Katona, 1989), and there 
seems little reason to suppose that the mechanism 
of the antidepressant effect of lithium would differ 
depending on the tricyclic used. Another issue is 
the definition of 'tricyclic resistance'; it has been 
suggested, for example, that six weeks should be 
allowed to elapse before a patient is deemed unrespon- 
sive to a tricyclic antidepressant (Quitkin ef al, 1984). 
However, the beneficial effect of lithium has been 
documented in two double-blind placebo-controlled 
trials where the duration of tricyclic treatment 
before the addition of lithium was only three weeks 
(Heninger ef al, 1983; Schöpf et al, 1989). In 
addition, most of our patients had, in fact, been 
taking tricyclic treatment for longer than six weeks. 
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With these reservations, it is of interest that 
lithium increased PRL responses to LTP in patients 
already receiving tricyclic antidepressants, because 
tricyclics themselves enhance LTP-induced PRL 
release (Charney et al, 1984; Cowen et al, 1986). It 
is therefore possible that in our patients lithium 
administration resulted in a further increase in 
5-HT-mediated PRL response, additional to that 
produced by the existing tricyclic treatment. Thus, 
lithium and tricyclics may exert synergistic effects 
on some aspects of brain 5-HT function in depressed 
patients, as suggested by de Montigny ef al (1981). 
It is of particular interest that in our investigation, 
unlike that of Price ef al (1989), where lithium was 
studied as a sole treatment, the early effect of lithium 
to enhance brain 5-HT function was maintained and 
in fact appeared to increase over the four weeks of 
treatment. If the patients in our study and those 
of Price ef al (1989) are comparable, it raises 
the intriguing possibility that a lithium-tricyclic 
combination in depressed patients may result in a 
persistent enhancement of brain 5-HT function 
which does not occur when lithium is administered 
alone. 

The clinical response rate of our patients to lithium 
augmentation was somewhat less than the response 
reported by de Montigny ef al (1981, 1983) but 
consistent with a recent double-blind study by Schopf 
et al (1989) and a large series reviewed by Price et al 
(1986). We found no clear relationship between 
change in PRL response to LTP and clinical 
outcome; it appeared, for example, that some 
patients with striking increases in PRL response 
during lithium treatment showed no clinical response, 
while others with little apparent change in LTP- 
induced PRL release recovered. However, when the 
non-responders were excluded from the analysis, 
there was an apparent correlation between extent of 
clinical improvement at four weeks and the increase 
in LTP-induced PRL release. We believe that this 
observation needs to be received with caution 
because the number of the responders was small and 
the correlations were of only modest statistical 
significance. Furthermore, since several correlations 
were carried out, the risk of a false-positive finding 
is increased. i 

The rationale for excluding the non-responders 
from the correlational analysis was that while lithium 
might increase brain 5-HT function in the majority 
of depressed patients (as it does in the majority of 
normal subjects), in the case of the non-responders 
this action is presumably not therapeutically relevant; 
that is, no matter how great an increase in brain 
5-HT function is produced, such patients are unable 
to respond to this pharmacological strategy. In the 
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responders, however, the correlation between the 
increase in the PRL response to LTP and decline in 
HRSD score suggests that changes in brain 5-HT 
function might contribute towards the observed 
clinical improvement. Our data also suggest, however, 
that clinical response to lithium is not contingent on 
increased brain 5-HT function, though this conclusion 
may, in fact, reflect the insensitivity of the LTP 
neuroendocrine test to detect relatively small increases 
in brain 5-HT function. 

A further point that should be noted is that the 
PRL response to LTP is blunted in drug-free 
depressed patients (Heninger et al, 1984; Cowen & 
Charig, 1987; Deakin ef al, 1990) but normalises 
on clinical recovery and withdrawal of medication 
(Upadhaya et al, 1990). It is therefore possible that 
in responders there might be an effect of clinical 
recovery additional to the effect of lithium on the 
PRL responses to LTP. However, if this was the 
case, it might be expected that the responders would 
have larger increases in LTP-induced PRL release 
at four weeks than non-responders, and this did not 
occur. 

In conclusion, our findings indicate that lithium 
increases brain 5-HT function in patients with 
tricyclic-resistant depression, but do not suggest that 
this effect relates to clinical outcome in a straight- 
forward way. Further studies with other 5-HT 
neuroendocrine probes of greater selectivity may help 
identify more precisely the effects of lithium on 
brain 5-HT neurotransmission in humans. Such 
investigations may also help resolve the relationship 
of changes in brain 5-HT function to therapeutic 
outcome in patients responsive to lithium-tricyclic 
treatment. Mee 
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Psychiatric IlInesses in Patients with HIV Infection and AIDS 
Referred to the Liaison Psychiatrist 


RAM SETH, KENNETH GRANVILLE-GROSSMAN, DAVID GOLDMEIER and SEAN LYNCH 


All referrals made to the liaison psychiatric service for HIV and AIDS patients over one year were 
reviewed. ICD-9 and CDC diagnoses were applied to each case at presentation. Sixty HIV-positive 
patients were assessed, of whom 36 had affective disorder, which was significantly associated wrth 
CDC group IV disease (AIDS). Adjustment reaction was seen In nine patients, paranoid states in 
six, dementia In four, personality changes in four and paranold schizophrenia in two. CT scans of 
the brain were performed on 23 of the patients: 17 of these showed abnormalities. The proportion 
of registered AIDS patlents who were referred was five times the proportion of HIV patients. 


Psychiatric illnesses in patients with the human 
immunodeficiency virus (HIV) or the acquired 
immune deficiency syndrome (AIDS) have been 
reported as single cases or small series. Ilinesses 
reported include depressive illness, mania, manic- 
depressive illness, schizophrenia, paranoid psychoses, 
personality problems and adjustment reaction 
(Goldmeier & Granville-Grossman, 1988; Buhrich ef 
al, 1988). The central nervous system (CNS) is 
infected early following seroconversion with HIV 
(Lloyd et al, 1988), and post-mortem findings show less 
than 12% of the brains of patients with HIV infection 
or AIDS to be normal (Navia et al, 1986; Lantos et 
al, 1989); the distinction between organic and func- 
tional mental disorders is therefore often difficult to 
make. Estimations of the prevalence of psychiatric 
disorder in patients with HIV infection and AIDS has 
to take account of the demography of the population, 
the diagnostic instruments used and the definition 
of 'caseness'. St Mary's Hospital in Paddington, 
London W2, has developed facilities for diagnosing 
HIV infection and AIDS, and counselling and treating 
the patients. The pattern of spread of HIV infection 
for the population subserved is that identified in 
western Europe (Sato et al, 4989). This paper reviews 
a representative sample of patients referred to the 
liaison psychiatric service for psychiatric and physical 
diagnoses and results of CT scans. 


Method 


All the cases referred to the liaison psychiatrist between July 
1988 and July 1989 were reviewed using ICD-9 (World 
Health Organization, 1978) and Centre for Disease Control 
(CDC) diagnostic categories. In-patients and out-patients 
are considered together because often the status of the 
patients changed rapidly, and they were assessed in both 
Settings. Sixty patients were referred during the year, all 
having received HIV antibody positive diagnosis between 
1985 and 1989. Most were males (54) and homosexual (46); 


eight were heterosexual and six bisexual. Of the 
heterosexuals, five were intravenous heroin addicts. Ages 
were 19-55 years, with a mean of 35.9 years (s.d. 8.93). CT 
scans of the brain conducted by the referring medical team 
were reviewed. The psychiatric and physical diagnostic 
groups were compared by x? tests. 


Results 


Of the total cumulative live populations of HIV antibody 
positive and AIDS patients registered at St Mary's Hospital 
during the study period, the referred patients constituted 
1.9% and 9.5% respectively. Nine patients died within nine 
months of psychiatric referral, including one suicide. 





Table 1 

Psychiatric diagnoses and CDC category of patients 
Psychiatric ICD-9 Patientsin Patients in Total 
diagnoses number CDC groups CDC group patents 

ll and HE (HIV — IV (AIDS) 
infection) 

Affective disorders 
Neurotic ~ 

depression 300.4 3 23 
Depressive 

psychoses 296.1 1 b 
Hypomania 298.0 1 2 
Total 5 30 35 
Non-affective disorders 
Adjustment 

reaction 308 7 2 
Reaction para- 

nod state, 

simple 297.0 b 1 
Dementia 294.1 4 
Personality 

change 310.1 2 2 
Paranoid schizo- 

phrenia 296.3 2 0 
Total 16 3 25 
Total 80 
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Table 2 
Physica! diagnoses and psychiatric disorders 
Physical disorders Affective Non- Total 
disorders affective 
disorders 

Pneumocystis carmi 

pneumonia 15 2 17 
Oesophageal candidiasis 5 2 7 
Hairy oral leucoplakía 4 2 6 
Kaposi's sarcoma 5 0 6 
Chronic herpes simplex 

infection 4 1 5 
Cytomegalovirus retinitis 4 0 4 
Cryptosporidtosis 1 1 2 
Progressive multifocal 

leucoencephalopathy 

(PML) 3 0 3 
Peripheral neuropathy 

3 0 3 

AIDS-related complex 1 1 2 
Typical tuberculosis 2 0 2 
Cerebral toxoplasmosis 1 1 2 
Non-Hodgkin's lymphoma 1 0 1 
Cryptococcal menmgtts 1 0 1 
Others 1 1 2 


Depressive illness was the most frequently encountered 
problem, found in 32 patients (Table 1), 10 af whom had 
expressed suicidal intentions: all received a standard 
course of antidepressant therapy. Three patients had 
hypomania: all died within nine months of referral, with 
evidence of cortical atrophy in the terminal stages. Affective 
disorder was significantly associated with the development 
of CDC group IV disease (AIDS), whereas other i 
disorders were prominent in groups II and III (x7 15.8, 
d.f.=1, P« 0.001). 

Not infrequently, patients with AIDS had more than one 
physical diagnosis, and pneumocystis carinii pneumonia was 
present in 50% of the patients with affective disorder (Table 
2). No single physical disorder was associated with any of the 
psychiatric illnesses using the x? test with Yates’ correction. 

Fourteen of the patients with affective diso-der had CT 
scans, of which 11 showed abnormalities (Table 3). Nine 
patients with adjustment reaction included two with alcohol 


Table 3 
CT-scan results 

Psychiatric diagnosis CT-scan result 

Cerebral PML! Other — Normal 

atrophy 
Affective disorder 7 3 1? 3 
Personality change 1 0 13 1 
Dementia 2 1 0 1 
Paranold state 1 0 0 1 


1 Progressive multifocal leucoencephalopathy 
2. Toxopiasma abscess. 
3. Normat-preesure hydrocephalus (NPH) 
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dependence, five intravenous heroin addicts and two with 
a history of overdose. Of six patients with paranoid state, 
three went on to develop depressive illness on follow-up; two 
of these had a CT scan of which one showed abnormalities. 
Cognitive impairment in four patients was supported by 
three of the four CT scans being abnormal (Table 3). 

Personality changes in four patients were the most 
difficult to manage: episodic aggressive behaviour out of 
keeping with the individual's pre-morbid personality posed 
a serious threat of injury to the patient himself, his carers, 
or both, often necessitating a brief admission to the 
psychiatric unit. Three patients in this group had a CT scan, 
and two of these showed abnormalities. Three of the 
patients later went on to develop depressive illness. 

Two patients with paranoid schizophrenia included one 
who was a well known homosexual who suffered from 
schizophrenia before becoming HIV antibody positive. The 
other was a Nigerian woman who remained asymptomatic 
for one year following an HIV antibody positive test, and 
then developed persisting first-rank symptoms of schizo- 
phrenia, which remitted with neuroleptics. 

CT scans were available on 23 of the 60 patients of which 
17 showed abnormalities (Table 3). For the six patients with 
normal scans, a repeat scan was performed within the year. 
Five of these showed abnormalities. Four of the patients con- 
cerned had affective disorder: three of their scans showed 
cerebral atrophy and one showed PML. The other patient 
had personality change, and the repeat scan showed NPH. 

Apart from the schizophrenic patient mentioned above, 
no other patients had any previous significant history of 
psychiatric disorder. 


Discussion 


Affective disorder was the most frequent problem 
encountered in patients referred to the liaison 
psychiatric service. However, acute stress or adjust- 
ment reaction is likely to be more prevalent, with 
patients frequently being referred to counselling 
services and the psychology department (the latter 
receive an average of 100 referrals a year) and not 
to the psychiatrist. Only 1.9% of HIV-positive and 
9.5% of AIDS cases were referred, which may reflect 
the referral to other agencies as well as the resource 
limitations of the liaison service. Only five intra- 
venous drug addicts were seen; this did not reflect 
an increase in psychiatric illness presenting to the 
drug-dependency unit during the study period. 
Depressive illness was the most prevalent psychiatric 
disorder, but the clinical course of the illness was 
punctuated by frequent remissions and relapses, and 
nosologically it would be better described as recurrent 
brief depression (ICD-10; Angst et al, 1990). The 
recurrent depressive illness was adequately treated 
with maintenance antidepressants. Suicidal feelings 
in the affective group were common, and support 
the findings of a high relative risk of suicide in men 
with AIDS, estimated at 36.3 times that for men 
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without AIDS in the age group 20-59 years (Marzuk 
et al, 1988). Affective disorder has been significantly 
associated with the development of AIDS, being 
found independently of cognitive decline (Kovner et 
al, 1989), and likely to be antedated by immuno- 
logical decline (Goethe et al, 1989). It was not 
uncommon for psychiatric diagnosis to change, with 
affective symptoms more likely to develop with 
progression to AIDS, and occasionally multiple 
psychopathology to present during a single admission. 

In retrospect, it could be argued that a large 
proportion of the patients had organic mental 
disorders, as evidenced by the CT-scan results and 
the changing psychopathology, although scans were 
not conducted on all patients. CT scans may not 
identify early CNS pathology, and the value of 
repeating the scans was shown. Magnetic resonance 
imaging (MRI) scan is more sensitive but not widely 
available. Computerised electroencephalography 
may be helpful in predicting the development of CNS 
involvement, but requires further evaluation (Parisi 
et al, 1989). Cerebrospinal-fluid HIV antigen has 
been shown not to be a good predictor of CNS 
involvement (Portegies et al, 1989a). 

The mean time from diagnosis of AIDS to death 
has been reported to be nine months (Guiloff et al, 
1988), and the nine deaths (including one case of 
suicide) in our series of patients was not excessive. 
Hypomanic illness did appear to be an ominous 
presentation, with all three patients dying within 
nine months of referral. Most of the patients with 
depressive illness were managed with antidepressant 
drugs, and although lower dosages were used, 
due to intolerable anticholinergic side-effects even 
with the newer drugs, they were still clinically 
efficacious. We did not use dextroamphetamine, 
which has been suggested as an alternative treatment 
(Holmes et al, 1989). Similarly, these patients were 
more susceptible to extrapyramidal side-effects from 
neuroleptics, with one of the hypomanic patients 
developing an orofacial dystonic reaction, which 
was not reversed by anticholinergic treatment, and 
subsided three days after cessation of treatment. 
Electroconvulsive treatment and lithium have both 
been used successfully in psychotic depression and 
prophylaxis of bipolar affective disorder respectively 
in patients with HIV infection, with the possible 
additional benefit of lithium inducing a neutrophilia. 
Reports indicate a decline in AIDS-related complex 
since the introduction of AZT (Portegies ef al, 
19895), but the effect of this therapy on psycho- 
pathology and the benefits of combined treatment 
with psychotropics await further clinical experience. 

Interferon treatment can increase the likeli- 
hood of a patient developing psychiatric illness 
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(Mcdonald et al, 1987), but none of our patients 
were receiving this, and no other iatrogenic causes 
could have accounted for their psychiatric illness. 

Affective disorder in patients with AIDS can 
effectively be treated with medication and supportive 
psychotherapy, as in other patients with terminal 
illness, with the additional possibility of alleviating 
any further depression of T-lymphocyte function 
(Bartrop et al, 1977). Unfortunately, no post 
mortems were conducted at the hospital in this 
population which would enable direct clinico- 
pathological correlations to be made. We are still in 
the early stages of understanding the nature, 
prevalence and aetiology of psychiatric illness in 
patients with HIV infection and AIDS. 
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on Neuropsychiatric Aspects of Infection with the 
Human Immunodeficiency Virus 1 (HIV-1) 
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DARWIN BOOR, BHIROM SUGHONDHABIROM, ERIC G. BING, MESU'A KABWA LUABEYA, 
DAVID NDETEI, ROLF RIEDEL, GEORGE SCHULTE and NORMAN SARTORIUS 


The WHO launched a multicentre study to explore the nature and prevalence of 
HIV-1-associated neurological, psychiatric, and neuropsychological abnormalities in persons 
living In different geographical and sociocultural contexts. The study is being conducted 
in Brazil, Germany, Kenya, Thailand, the United States of America, and Zaire. A 
comprehensive Instrument for the collection of neuropsychiatric data (including a battery of 
neuropsychological tests sultable for cross-cultural use) has been developed, and the feasibility 
of the recruitment and assessment procedure designed for the main phase has now been 


demonstrated. 


It is well established that neurological and psychiatric 
disorders frequently occur in subjects with acquired 
immune deficiency syndrome (AIDS) and the AIDS- 
related complex (ARC). In fact, approximately 65% 
of those who die with a diagnosis of AIDS exhibit 
significant mental and neurological impairment 
(Navia et al, 1986), and pathological changes in the 
central and peripheral nervous system have been 
found in autopsies of up to 90% of persons who die 
with AIDS (Petito et al, 1986). Furthermore, it has 
been repeatedly reported that acute stress reactions and 
adjustment disorders are common in otherwise asymp- 
tomatic subjects infected with the human immuno- 
deficiency virus 1 (HIV-1), especially immediately 
after discovery of seropositivity (Maj, 19902). 
Several gaps still exist, however, in our knowledge 
of the neuropsychiatric aspects of HIV-1 infection. 
Current information should be regarded as incomplete 
and provisional, because: (a) many of the available 
studies are based on the retrospective evaluation of 
small samples (or even single cases), without adequate 
control groups; (b) diagnostic criteria for HIV-1- 
associated neuropsychiatric disorders were not stan- 
dardised until recently (World Health Organization, 
1990a; American Academy of Neurology, 1990); (c) 
data concerning the prevalence and incidence of 
HIV-1-associated neuropsychiatric disorders are 
either lacking or conditioned by the types of facilities 
where the investigations have been conducted; (d) 
very few longitudinal studies have been carried out, 
so that the natural history of HIV-1-associated 
neuropsychiatric conditions remains largely unknown; 


(e) the prevalence of some psychiatric disorders 
appears higher in some groups at risk for HIV-1 
infection than in the general population, con- 
founding assumptions of causality. 

A subject of special controversy is the prevalence 
and clinical significance of cognitive abnormalities in 
HIV-1-infected persons who are otherwise asymp- 
tomatic (groups II and III according to the Centers 
for Disease Control (CDC) (1986) and clinical stage 1 
according to the World Health Organization (WHO) 
(19905)). Although many studies (e.g. Tross ef al, 
1988; Goethe et al, 1989; Janssen et al, 1989; Miller 
et al, 1990; Koralnik et ai, 1990) did not find any 
significant difference in the performance on neuro- 
psychological tests among HIV-1-seropositive persons 
compared with HIV-]-seronegative controls, several 
others (e.g. Grant et al, 1987; Perry et al, 1989; Wilkie 
et al, 1990; McKegney et al, 1990) found significant 
differences on measures of attention, concentration, 
information processing speed, and verbal memory. 
Disagreement is in part related to aspects of method 
(Maj, 1990b): dissimilarity of the population 
sampling procedures and sample sizes; mismatching 
of age and education; differences in domains assessed 
and instruments used to assess similar domains; 
occasional use of non-standardised tests; different 
emphasis placed on confounding factors (such as 
psychiatric symptoms, knowledge of serostatus, 
alcohol or drug abuse, prescribed medications, 
history of childhood learning difficulties and of 
central nervous system (CNS) traumas); different 
thresholds for abnormality; different approaches in 
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analysis of data; immunological heterogeneity of 
asymptomatic HIV-1-seropositive persans. 

A more general limitation is that currently 
available studies have been almost exclusively 
conducted on well educated, mostly white, homo- 
sexual or bisexual men in Europe and North 
America, limiting the generalisability o? results to 
other geographical and cultural settings. Subtle 
cognitive deficits may, for example, be more 
apparent in HIV-l-infected persons with fewer 
compensatory resources (Perry et al, 1989), such 
as those living in countries where autritional 
factors or infectious diseases reduce cerebral 
*reserve'. 

The WHO, acknowledging the important health- 
care and policy implications of studies concerning 
HIV-1-associated neuropsychiatric disorders, has 
recently launched a research programme in which: 
(8) two consultations have reviewed currert scientific 
evidence of neuropsychiatric disorders and identified 
research priorities (World Health Organizaiion, 1988, 
1990a); (b) a standard set of diagnostic criteria for 
HIV-1-associated neurological and psycLiatric dis- 
orders has been developed (World Health Organization, 
1990a); and (c) a multicentre cross-cultural study has 
been implemented, to verify in a broader context the 
results of previous research. 

The present paper describes the preparation and 
the pilot phase of this cross-cultural study. 


Participating centres 


The WHO cross-cultural study on the neuropsychiatric 
aspects of HIV-1 infection is being conducted in six centres: 
Chulalongkorn University (Bangkok, Thailand); Mama 
Yemo Hospital (Kinshasa, Zaire); University of California 
(UCLA) (Los Angeles, United States); University of Munich 
(Germany); Kenyatta Hospital (Nairobi, Kenya); Emilio 
Ribas Hospital (Sao Paulo, Brazil). These centres fulfil the 
following criteria: (a) access to HIV-1-seropasitive and 
seronegative persons; (b) availability of a laboratory that 
can perform both enzyme-linked immunoadsor»ent assay 
(ELISA) and Western blot HIV-1 serology, of a micro- 
biology unit, and of a neuroradiology unt with a 
functioning computerised tomography scanner; (c) avail- 
ability of neuropsychiatric staff with previous research 
experience, including at least one professional trained in 
neuropsychological testing; and (d) ability to provide 
counselling for HIV-1-infected persons. 


Preparation of the study 


During the preparation phase, in 1989, a comprehensive 
instrument for the collection of neuropsychiatric data, 
including a battery of neuropsychological tests suitable for 
cross-cultural use, was developed and then adapted for use 
at each centre. 
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Data-collection instrument 


The final version of the data-collection instrument consists 
of seven modules: (I) sociodemographic survey; (II) < 
cognitive/neuropsychological assessment, including a brief 
questionnaire on subjective complaints concerning cognitive 
functioning; a battery of neuropsychological tests (see 
below); an adapted structured interview for objective 
evaluation of cognitive performance, which incorporates 
algorithms for the diagnosis of dementia based on ICD-10 
and DSM-III-R (SIDAM; Zaudig ef al, 1991); and a rating 
scale of performance in activities of daily living (ADL); (IIT) 
psychiatric assessment, Including a modified version of a 
Composite International Diagnostic Interview, which in- 
corporates algorithms for psychiatric diagnosis according to 
ICD-10 and DSM-III-R (CIDI; World Health Organization, 
1987); and two psychiatric rating scales, the 18-item version 
(Hedlund & Vieweg, 1980) of the Brief Psychiatric Rating 
Scale (BPRS; Overall & Gorham, 1962), and the Montgomery- 
Asberg Depression Rating Scale MADRS; Montgomery & 
Asberg, 1979); (IV) neurological assessment, including a 
screening neurological examination; a detailed neurological 
examination; a neurological history, and a neurological sum- 
mary; (V) physical assessment, including a brief physical 
examination, a questionnaire for recording subjective 
symptoms, and a general medical history; (VI) laboratory 
tests (HIV-1 serology, CD4 count, CD8 count, venereal disease 
research laboratory (VDRL) test and several optional 
diagnostic tests); and (VID a summary sheet. 


Neuropsychological test battery 


The neuropsychological test battery includes the following: 
Color Trails 1 and 2; WHO/UCLA Auditory Verbal 
Learning Test; WHO/UCLA Picture Memory and Inter- 
ference Test; Timed Gait; Finger Tapping, dominant and 
non-dominant (Reitan, 1979); the Block Design subtest of 
the EIWA (Spanish version of the Wechsler Adult 
Intelligence Scale; Wechsler, 1968); the Digit Symbol subtest 
of the EIWA; the Grooved Pegboard, dominant and non- 
dominant (Matthews & Klove, 1964); the Verbal Fluency 
test (animals and first names) (Benton & Hamsher, 1977); 
and the Trail Making A (Reitan & Wolfson, 1985). The 
first three of these tests were specifically developed for this 
study (sec Appendix) and were validated by a pre-pilot 
investigation, the results of which will be published 
elsewhere. The functional domains tested by this battery are: 


(a) motor speed/fine motor control 
Timed Gait 
Finger Tapping 
Color Trails 1 and 2 
EIWA Block Design 
BIWA Digit Symbol 
Grooved Pegboard 
Trail Making A 

(b) sustained attention 
Color Trails 1 and 2 
Trail Making A 

(c) selective attention 
Color Trails 2 
EIWA Digit Symbol 
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' (d) cognitive flexibility 
Color Trails 2 
EIWA Digit Symbol 
(e) perceptual/motor analysis 
EIWA Block Design 
(f) verbal memory 
WHO/UCLA Auditory Verbal Learning Test 
(g) visual memory 
WHO/UCLA Picture Memory and Interference Test 
(h) verbal fluency 
Verbal Fluency, animals 
Verbal Fluency, first names 


Training workshops 


All investigators involved in the project were trained in the 
use of the evaluation instrument by means of two 
workshops. After training, inter-centre reliability in the use 
of the SIDAM, the BPRS, the MADRS, and the 
neurological module was measured by the independent 
evaluation of a series of live and videotaped interviews or 
clinical examinations of patients with HIV-1-related 
symptoms and signs. The mean percentage agreement score 
was 97.6% for the SIDAM, 89.9% for the BPRS, 96.6% 
for the MADRS, and 95.0% for the neurological module. 


Pilot Investigation 


After training was completed and the inter-centre reliability 
established, intra-centre reliability was evaluated (in centres 
with more than one investigator) for the SIDAM, the 
psychiatric rating scales and the neurological module, by 
the joint independent assessment of at least five patients 
with HIV-1-associated neuropsychiatric manifestations. The 
overall mean percentage agreement score was 97.8% for 
the SIDAM (range 80.0-100%), 92.8% for the BPRS (range 
86.0-100%), 88.8% for the MADRS (range 79.0-100%), 
and 94.095 for the neurological module (range 90.0-100%). 

Next, the feasibility of the recruitment and assessment 
procedure was examined in three samples: (a) asymptomatic 
HIV-1-seropositive (by ELISA and Western blot) persons 
(CDC groups II and IID; (b) symptomatic HIV-1- 
seropositive persons (CDC group IV); (c) HIV-1-seronegative 
controls matched by sex, age (+5 years) and education (+3 
years). Subjects were recruited in out-patient units for 
"infectious diseases in Kinshasa and Sao Paulo; for sexually 
transmitted diseases in Nairobi; for general medicine in 
Munich; for treatment of drug addicts in Bangkok; and 
in a community AIDS centre in Los Angeles. Every third 
person who was more than 18 years of age, able to count 
from 1 to 25 in his/her native language, and able to read 
8 series of ten numbers, was asked to participate. After 
signed informed consent, the subject was provisionally 
enrolled, received pre-test counselling, and had blood drawn 
for HIV-1 serological tests. Two weeks later, at a return 
visit, test results and post-test counselling were provided. 
All HIV-1-seropositive persons (10 with and 10 without 
current symptoms, or all those identified by 31 May 1990, 
whichever came first) were enrolled along with equal 
numbers of age-, and sex- and education-matched HIV-1- 
seronegative controls. A second blood sample was taken 
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and the sociodemographic survey, screening neurological 
examination, and brief physical examination were performed. 
The remaining modules of the evaluation instrument were 
administered one month later. The HIV-1 serostatus of 
patients and controls was unknown to the examiners. 
Confidentiality was strictly maintained: forms linking 
personal identifiers and data were available only to the 
principal investigator. 

A total of 175 persons (127 men and 48 women; mean 
(s.d.) age 30.9 (7.6) years) were recruited (26 in Bangkok, 
31 in Kinshasa, 30 in Los Angeles, 27 in Munich, 31 in 
Nairobi and 30 in Sao Paulo). Sixty-two were asymptomatic 
HIV-1-seropositive, 53 were symptomatic HIV-1-seropositive, 
and 60 were HIV-1-seronegative. Of the 53 symptomatic 
subjects, 27 had AIDS by CDC and WHO criteria and 26 
had constitutional symptoms (CDC group IVA). 

Procedures for recruitment, administration of the data- 
collection instrument, laboratory tests, and confidentiality 
were shown to be feasible for all the centres. The number 
of drop-outs was two in Bangkok, three in Kinshasa, two 
in Los Angeles, zero in Munich, five in Nairobi, and zero 
in Sao Paulo. The mean time required for administration 
of the data-collection instrument was about two hours, and 
the instrument was well accepted by all persons enrolled. 


Discussion 


It has been repeatedly emphasised (Janssen ef al, 
1989; Perry et al, 1989; Miller et al, 1990; World 
Health Organization, 19902) that currently available 
information on the neuropsychiatric and neuro- 
psychological aspects of HIV-1 infection is of 
uncertain generalisability, having been obtained from 
studies mostly carried out in Western countries and 
on samples of well educated, predominantly white, 
homosexual or bisexual men. In particular, it has 
been argued (Perry et al, 1989; World Health 
Organization, 1990a) that subtle cognitive deficits 
might be more evident in HIV-1-infected subjects 
with fewer compensatory resources, such as those 
living in countries where cerebral ‘reserve’ is likely 
to be reduced in part of the population, owing to 
the high incidence of infectious diseases and obstetric 
traumas, and to malnutrition, poor education and 
inadequate health care. Therefore, the need for 
comprehensive evaluation instruments, allowing the 
assessment of HIV-1-associated neuropsychiatric 
abnormalities in different cultural and socio-economic 
settings and regardless of education and linguistic 
background, has been stressed by a number of 
authors. 

The WHO cross-cultural study on the neuro- 
psychiatric aspects of HIV-1 infection represents a 
first attempt to address these needs. In fact, its first 
step has been the development of a comprehensive 
instrument for the collection of neuropsychiatric 
data, including a battery of neuropsychological tests 
suitable for use in developing as well as developed 
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countries, to allow for the early detection of 
HIV-l-associated neuropsychiatric abnormalities 
even in settings with a very limited availability of 
laboratory diagnostic tools. Researchers from six 
centres (two in Africa, one in Asia, one in North 
America, one in South America, and one in Europe) 
have been trained in the use of this instrument. In 
these centres, the instrument has been applied to 
subjects with very different educational and socio- 
economic backgrounds, some belonging to groups 
at risk for HIV-1 infection (homosexuals or bi- 
sexuals, intravenous drug users, recipient3 of blood 
or blood products), but many others (actually, 
the majority) are heterosexual individuais, among 
whom a substantial proportion was represented by 
women. 

The inter-centre reliability rating (> 89%) for each 
module of the data-collection instrument demonstrated 
its applicability in a cross-cultural context. Moreover, 
the pilot study demonstrated that the recruitment and 
assessment procedure designed for the main in- 
vestigation is feasible in all centres. 

The time for administering the data-zollection 
instrument was similar to the pre-pilot estimate of 
two hours. Experience with the use of the instrument 
provided data for specific changes in the cognitive, 
psychiatric and neurological modules. 

Of particular interest has been the favourable 
reception of the battery of neuropsycholozical tests 
by all subject groups in all the centres. The use of 
a set of neuropsychological tests in several different 
cultures has no precedent, and could pave the way 
for the investigation of cognitive abnormali-ies which 
occur in other infectious or non-infectious diseases 
that affect the central nervous system and are highly 
prevalent in developing countries. 

In conclusion, the pilot phase has shown that a 
cross-cultural study on the neuropsychiatric aspects 
of HIV-1 infection is feasible. This study can usefully 
address several needs which are at presert unmet, 
and allow an economic transfer of technologies with 
many potential applications to developing countries. 

The main phase of the study, including a cross- 
sectional assessment and a three-year follow-up of 
a total of 1080 subjects, is now ongoing. 
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Appendix 
The newly developed neuropsychological tests 


Color Trails 1 and 2 


These tests were developed following the idea of the Trail 
Making A & B. However, in order to minimise cultural bias, 
no letters or written instructions are used in them. In Color 
Trails 1, the subject is first presented with a short sample 
trial and then with a large timed trial. Both trials consist 
of several numbered circles coloured in vivid pink and 
yellow. The subject is instructed to draw a line between the 
numbered circles one after the other, following the number 
sequence. He/she is told to perform the task as quickly as 
possible without making errors. He/she is informed that 
if errors are made the examiner will point them out, 
expecting him/her to correct them and proceed with the 
task. Up to 10 seconds are allowed for the subject to make 
a connection between one circle and the next; after 10 
seconds, the examiner provides a prompt indicating the 
position of the next appropriate circle. The numbers of 
errors and prompts are recorded, but the subject is not 
penalised for those, other than taking time to correct the 
error. Color Trails 2 requires the subject to again perform 
a short sample trial and then a large timed trial. He/she 
is instructed to draw a line between numbered circles 
coloured in vivid pink and yellow, maintaining the sequence 
of numbers and alternating between pink and yellow 
colours. Time keeping and treatment of errors and prompts 
are the same as in Color Trails 1. However, two types of 
errors are recorded, those pertaining to the number sequence 
and those concerning the colour sequence. 


WHO/UCLA Auditory Verbal Learning Test 


This test was developed following the idea of the Rey 
Auditory Verbal Learning Test (Rey, 1964). However, all 
of the items have been changed in order to make the test 
more independent of culture. The best items were selected 
from categories such as parts of the body, tools, household 
objects, common transportation vehicles. The selected items 
were found to be common to a variety of cultures, thereby 
being casily translatable into most common languages. In 
the test, the subject is presented with a 15-item list of 
unrelated words which are to be learned over five trials. 
The sixth trial is an interference list, which the subject is 
also asked to recall immediately. Following the interference 
list, the subject is to recall the original list which was 
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repeated five times. Delayed recall is obtained after 30 
minutes, and a recognition trial is administered immediately 
after the delayed recall trial. Contrary to the Rey Auditory 
Verbal Learning Test, the presentation of the words is done 
verbally rather than by reading. All responses are sequentially 
marked by the examiner on the test protocol which contains 
all word lists. 


WHO/UCLA Picture Memory and Interference Test 


This is a completely new test. The materials for its 
construction were obtained from Dr Snodgrass (New York 
University), who standardised a large series of line drawings 
representing a variety of objects (Snodgrass & Vanderwart, 
1980). The test is presented visually with verbal instructions. 
It consists of four sections called ‘books’. In Book 1, the 
subject is presented with a series of 20 line drawings (targets) 
printed on 3 inch x 5 inch (714 cm x 12 % cm) cards. He/she 
is instructed to remember the target drawings. Immediately 
after, he/she is presented with 50 more drawings and asked 
to indicate by saying ‘yes’ or ‘no’ whether he/she saw each 
of the cards in the target group. The recognition set includes 
20 original targets and 30 distractors. In Book 2, the subject 
is presented with 20 new targets which he/she is again 
instructed to remember, followed by a 50-item recognition 
trial. He/she is instructed to identify with a ‘yes’ response 
only those cards which were targets in Book 2. Among the 
50 recognition items there are 20 targets from Book 2, 10 
new distractors, 10 old distractors from Book 1, and 
10 old targets from Book 1 which now serve as distractors. 
In Book 3, the subject is once again presented with 
20 new targets which are to be memorised, and then 
with another 50-item recognition trial. Again he/she is 
instructed to respond ‘yes’ only to those items which were 
targets in the most recent book. Among the 50 recognition 
items there are now 20 targets from Book 3, 10 new 
distractors, 5 old distractors from Book 1, 5 old distractors 
from Book 2, 5 old targets from Book 1 which are now 
distractors, and 5 old targets from Book 2 which are 
now distractors. In Book 4 the subject is presented 
with 15 items which appeared as targets in the preceding 
books, and is instructed to indicate whether the item was 
originally seen as a target in Book 1, 2 or 3. The protocol 
is constructed in such a way that on the first three 
books the examiner only marks the ‘yes’ responses, whereas 
in Book 4 he/she marks a 1, a 2, or a 3, indicating the 
subject’s response. 
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Systemic Family Therapy in Adult Psychiatry 
A Review of 50 Families 


SIDNEY BLOCH, MICHAEL SHARPE and PETER ALLMAN 


The place of famlly therapy in adult clinical psychiatry remains unclear, despite considerable 
theoretical developments in the subject. In order to delineate the potential role of a family 
therapeutic approach, a study was conducted of the first 50 families treated in a newly 
established family-therapy clinic located In an adult psychiatric hospital. 


Family therapy has steadily evolved over the last 30 
years and the systemic approach in particular has 
achieved a high profile within the field (Bentovim, 
1985; Martin, 1985). Although the family approach 
has been integrated into the routine work of child 
and adolescent psychiatrists, its impact on general 
adult practice has remained negligible (Cottrell, 
1989). Howells (1968) has been a lone voice for over 
20 years in pleading the case for family therapy in 
psychiatry. In the context of adult psychiatric 
practice, involvement of the family is customarily 
confined to the initial assessment when information 
is gathered and brought together in the standard 
psychiatric formulation. This pays heed to the 
*biopsychosocial model’ of illness (Engel, 1980) but 
places particular emphasis on diagnosis, aetiology 
and treatment of the individual. Even when family 
factors are identified as relevant, it is still unusual 
for general adult psychiatrists to treat the identified 
patient together with their family. Similarly, in the 
practice of adult psychotherapy, although family 
relationships are given high priority in assessment 
and treatment, the actual convening of the family 
is uncommon. 

Family therapy with adult identified patients is 
carried out almost exclusively in specialist clinics, 
which tend to operate outside the mainstream of 
psychiatry. Moreover, to our knowledge, no reports 
of such work have been published in the general 
psychiatric literature. Consequently, the role of 
family therapy in the adult clinical context remains 
obscure. Thus, information is lacking on such issues 
as the types of patients that might be treated by this 
approach; their presenting problems; the degree of 
success in recruiting the family and maintaining their 
involvement in treatment; the nature of the problem 
in ‘family-systemic’ terms; aspects of the therapy 
itself; and the outcome of treatment. 

In order to explore these issues further, we report 
on our experience of the first 50 families treated in 
a newly-established family therapy clinic. In discussing 


our findings we attempt to specify the relevance of 
the systemic family approach to general adult 
psychiatry. We have limited our remit to out-patient 
practice, and have also refrained from dealing with 
highly specialised family treatments such as psycho- 
educational programmes tailored to families with a 
schizophrenic member (Leff, 1985; Falloon, 1982). 


The famlly clinic: its development and context 


The motivation for setting up a family therapy clinic, 
in the context of a regional psychotherapy service, 
stemmed from two chief sources of concern. The first 
was a conceptual one, and arose from our repeated 
observation that in a sizeable proportion of patients 
assessed, the nature of the presenting problem 
notwithstanding, the underlying issue seemed to be 
primarily associated with the functioning of their 
families. Although the family issue might be explored 
in the individual or group therapy that was invariably 
recommended, these modes of treatment seemed in 
retrospect to have failed to hit the right target. 
Moreover, we were left with the impression that the 
benefit derived was less than it might have been had 
we used an approach directly targeted at the needs 
of the family as a whole. 

The second source of concern was more pragmatic 
in nature, and stemmed from our frustration with 
the unacceptably long waiting list for individual 
psychotherapy (some patients had been waiting for 
up to a year). Therefore, the use of a potentially more 
cost-effective mode of therapy was one obvious 
remedy: cost-effective in the sense that family 
therapy sessions are customarily held monthly, and 
usually number less than ten sessions. 

“It was against this background that the family 
clinic was established in 1986 (based in the psycho- 
therapy department of a National Health Service 
(NHS) teaching psychiatric hospital). Therapists 
working in the clinic have included psychiatrists, 
nurses and social workers, operating in one of two 
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teams, each with five members. The level of expertise 
ranged from novices to experienced psychotherapists 
with special training in family therapy. Each team 
treated one family per week, with families being seen 
at monthly intervals. 

The Milan form of systemic family therapy 
(Palazzoli ef al, 1978) was selected as appropriate 
because its aim is to de-emphasise the presenting 
problems of the identified patient and focus instead 
on the family system wherein ‘symptom bearing’ has 
become necessary in order to maintain the family's 
state of equilibrium, or homeostasis. Moreover, we 
opted for a uniformly consistent, although not rigid, 
application of this approach in order to assess more 
specifically the value of our work. We reminded 
ourselves of the fact, not always rememoered, that 
family therapy is a generic term, under whose rubric 
exist a whole range of theoretical models, some quite 
contradictory of each other. 

Systems theory and cybernetics provide the 
model for systemic family therapy (Keeney, 1983). 
The known properties and functions of systems - 
boundaries, subsystems, hierarchy, openness or 
closedness, homeostasis, and non-summativity (i.e. 
the whole is greater than the sum of the parts) are 
applied to family patterns and pathology. The Milan 
team have evolved a style of therapy based on this 
theoretical foundation (Palazzoli et al, 1978, 1980). 
They employ the interviewing technique of circular 
questioning to gather information from a family 
which is then used by the therapy team to formulate 
one or more hypotheses about the functioning of the 
family system. Particular emphasis is placed on 
the maintenance of therapist neutrality, the use of 
positive connotation (e.g. neurotic symptoms in a 
child may be construed as a 'sacrifice' that helps to 
cement a marriage), paradoxical interventions (e.g. 
prescribing the problematic behaviour) and family 
rituals. 


Method 


The selection of patients for family therapy occurred in one 
of two ways: (a) patients were referred to the Psyzhotherapy 
Department, seen in its general assessment clinic, and 
recommended for family therapy if they and their familles 
were agreeable; or (b) patients were referred directly to the 
Department's family therapy clinic by colleagues who 
surmised that they would be best helped in association with 
their families. In all cases, however, one person in the family 
was identified as the presenting patient. At the start of the 
first family session, the family members were introduced 
to the format of working, namely a therapist or pair of 
therapists, assisted by a team of observers behind a one- 
way screen; consent was obtained for the video-recording of 
the session. Each session was conducted in the following way: 
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(a) A 15-20 minute discussion among the team to 
anticipate the meeting with the family, and if possible 
to formulate one or more hypotheses concerning the 
nature of the family system. 

(b) A 50-minute family interview conducted by one or 
two therapists using the specific interviewing style of 
‘circular questioning’. The main aim is the generation 
of information directly relevant to the hypotheses. 

(c) The therapist(s) then join the rest of the team for a 
further 20-minute discussion to gather observations 
and impressions that assess the validity of the 
hypotheses and then facilitate the formulation of one 
or more interventions in the form of ‘messages’ from 
the team to the family. 

(d) The therapist(s) convey the messages to the family 
in a precise form during a final five-minute session. 

(e) The programme ends with a brief review by the team 
of the entire session. 


We conducted a retrospective review of the case notes 
of the first 50 families seen in the clinic. Where necessary, 
supplementary information was sought from the therapists. 
Using a structured protocol, we recorded the following. 

(a) The demographic characteristics, psychiatric history 
and psychiatric diagnosis of the identified patlent (IP) at 
presentation. Diagnoses were based on the ICD—9 (World 
Health Organization, 1978) classification and arrived at 
through consensus between the investigators using all 
available information. 

(b) Source of referral. 

(c) The family's composition and the psychiatric history 
of family members. 

(d) The principal systemic issue (and subsidiary issues) 
as identifed in the family. In order to do this, a working 
classification of systemic issues was devised; this is described 
later. The systemic issue for each family was allocated to 
a category in the classification through consensus between 
the investigators. 

(e) The course of therapy, attendance at sessions, and 
whether treatment was completed or not, as judged by the 
team. 

(f) The degree of improvement or deterioration at the end 
of therapy (whether premature or not), as judged by the 
treatment team, both for the IP and the family as a whole. 
The global rating in the case of the IP was based on his/her 
degree of symptomatology and level of psychological and 
social functioning, and that of the family on their overall 
level of systemic functioning as observed during the 
treatment programme. Both ratings were recorded on five- 
point scales (ranging from ‘much worse’ to ‘much better’ ). 


Results 


Twenty-six IPs were referred by their general practitioners, 
22 by general psychiatrists, and two by other agencies. Most 
IPs (32) were seen initially in the assessment clinic of the 
Psychotherapy Department, and then referred on to the 
family therapy clinic; the remaining 18 IPs were referred 
directly to the family therapy clinic on the premise that their 
problems would be most appropriately dealt with in the 
context of their families. 


FAMILY THERAPY IN ADULT PSYCHIATRY 


Table 1 
Demographic characteristics of the 50 identified patients 
Characteristic 
Mean age (range): years 30 (17-65) 
Sex: number of IPs 
female 26 
male 24 
Mantal status: number of IPs 
single 35 
married 14 
cohabiting 1 
Employment status: number of IPs 
employed 2b 
unemployed 13 
student 10 
housewife 2 


The identified patient 


The demographic characteristics of the [Ps are shown in 
Table 1, and their diagnoses are listed in Table 2. The most 
common diagnosis was a form of neurosis with patients 
exhibiting a range of clinical features including obsessions, 
depression, anxiety and conversion symptoms; mixed 
clinical presentations were the most frequent. There were 
fewer IPs with personality disorder, the most common type 
being schizoid. The eating disorders were all cases of 
anorexia nervosa, although two patients also had bulimic 
features. Two IPs were diagnosed as having an emotional 
disturbance specific to adolescence. Neither of the two 
manic-depressive patients were psychotic during treatment 
and no cases of schizophrenia were seen. 

Forty IPs had a history of previous psychiatric treatment. 
Half of them had already received five years or more of 
continuous or intermittent treatment, and a third had been 
treated as in-patients on one or more occasions. Eighteen 


Table 2 
Diagnoses of 50 Identified patients (ICD-9) 
Diagnosis Number of IPs 
Neurosis: total 28 
depression 18 
anxiety 8 
obsesstve-compulsive disorder 2 
conversion hystena 1 
Personality disorder: total 6 
schizoid 4 
depressive 1 
hysterical 1 
Eating disorder: total 5 


anorexia nervosa (including 2 with 
bulmic features) 5 
Adjustment disorder: total 4 
depressive reaction 3 
anxiety reaction 1 
Manic-depressive disorder 2 
Emotional disorder of adolescence 2 
No diagnosis 2 
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IPs had had some form of psychotherapy in the past, 


usually individual; only two had previous experience of 
family therapy. 


The families 


Not only did many IPs have long-standing psychiatric 
histories but at least 21 (complete information was not 
available for 15 families) families included one or more 
members who had received psychiatric treatment. 

Four types of family systemic issues were discernible 
(examples of each case are available from the authors): 


(a) Separation and individuation was regarded as the 
central issue when a young adult, in chronological 
terms, had failed to develop a satisfactory autonomous 
life outside the family (and usually remained living 
with the parents), and this was linked to a dys- 
functional relational pattern which hindered or 
precluded further development; this was by far the 
most common systemic issue, typifying 30 families. 

(b) A marital problem was considered the main systemic 
issue in eight families; here the family difficulties 
revolved around a disturbed parental relationship, 
with one or more of the children deeply caught up 
in the conflict. 

(c) A family structural issue was identified in four 
families, there being poor differentiation of roles, 
chiefly those of parents or child and/or inappropriate 
relationships within the family such as a coalition 
between mother and children, with a corresponding 
exclusion of father. 

(d) Unresolved grief was an issue in seven families; in 
these, the members colluded in making the loss of 
a relative a taboo issue with a consequent inhibition 
of the griéving process. 


It proved feasible to classify all families except one (in which 
the issue was resentment within the family about a 
geographical move). The subsidiary issues were either 
marital (in 10 families) or structural (in 16 families) in 
nature, in most of them the primary issue being one of 
separation and individuation. 


Psychiatric diagnosis of the identified patient 
and the principal systemic issue 


The relationship between the IP's psychiatric diagnosis and 
type of systemic issue is shown in Table 3. Notable is 
the preponderance of separation/individuation issues in the 
eating disorder group (4 of 5) and of neurosis and adjustment 
disorder in families with grief as the principal issue (7 of 7). 


Family therapy and difficulties In carrying it out 


The mean number of family therapy sessions was 4.5 (5.2 
in families who completed therapy), with a range of one 
to 14. Thirty-six families attended five or less sessions. Thus, 
although therapy occurred over several months because of 
the planned monthly interval between sessions, it required 
a relatively small number of ‘treatment hours’. On the other 
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Table 3 
Relationship between IP's diagnosis and pnmary systemic issue 














Diagnosis Primary systernic issue 
Separetion/ Mantal Unresolved Structural Other 
individuation problem gnef problem 
Neurosis 1E 4 6 3 
Adjustment disorder 2 1 1 - - 
Personality disorder E - - 1 - 
Manic-depressive disorder 1 1 - - 
Eating disorder 4 1 - - - 
Adolescent emotional disorder 2 - - - - 
No dlagnosis 1 1 - - - 
hand, 10 IPs were in concurrent individual treatment from Table 4 
other sources. In some cases this was principally for the Outcome at termination of therapy 
supervision of medication, in others for one cr other form 
of psychotherapy. Number of Number of 
The involvement of family members was usually limited identified patients families 
to two generations. In the case of younger IPs, their parents in=60) = 60) 
and siblings were present; for older IPs it was commonly Much better 18 14 
their partner and children. Better 16 12 
The main problems encountered in treatmem were failure No change 14 23 
to attend sessions; failure (at least in the judgement of the Worse 2 1 
therapy team) to complete treatment; and acute crises Much worse 0 0 


involving one or more family members. 

Cancellation of sessions by the family and noa-attendance 
for an appointment were unusual. Only six families failed to 
attend one or more sessions, and for no family did this happen 
more than twice. However, 16 families terminated therapy 
before it was completed. These premature terminations can 
be divided into early and late: nine families dropped out 
after only one or two sessions, while the other seven drop- 
outs occurred during the subsequent four sessians. No clear 
differences in either IP or family characteristics were found 
between the completers and the premature terminators. 
Non-attendance by one or more relevant family members 
throughout the course of therapy occurred in nne families. 
In most cases these were the siblings of the IP. Therapy 
continued in their absence but attempts were made by the 
therapist to ‘include’ them, by asking those éttending to 
suggest what absent members would have said about 
particular issues if they had been present. 

In five families, a crisis occurred during therapy. Crises 
in the IP were overdose, arrest for robbery, and psychiatric 
hospital admission. Abrupt marital separation occurred in 
two other families. These crises may well have been 
attributable to therapy; all occurred in familles with 
predominantly marital or structural problems. Three of 
these five families went on to complete treatment. 


Outcome at termination of therapy and further treatment 


Two-thirds of the IPs were judged to be improved (a rating 
of better or much better) at the end of therapy, and half 
of the families to be functioning better or much better than 
at the beginning of therapy (see Table 4). Deterioration was 
rare, occurring in only two IPs and one femily. The 


greater frequency of improvement in the IP compared with 
the family as a whole is illustrated by the finding that in 
eight families improvement occurred in the IP without a 
corresponding change in family functioning; in no case did 
the reverse apply. Considering the outcome for each of the 
principal systemic issues, grief was associated with the best 
results: all seven IPs improved as did six of their families. 
In the case of separation/individuation, two-thirds of the 
IPs but only half of the families improved. In both marital 
and structural problems, half the [Ps and half the families 
were improved at the end of therapy. 

If the relative outcome among the IPs’ psychiatric 
diagnostic categories is examined, eating disorder has the 
best prognosis, with all five patients rated as better or much 
better at the end of treatment. A substantial proportion 
of IPs with neurosis (20 out of 29) and adjustment disorder 
(3 out of 4) but only half the IPs with a diagnosis of 
personality disorder (3 out of 6) were judged to have 
improved. Finally, neither of the two patients with manic- 
depressive disorder improved. 

In 14 IPs, it was agreed by them and the therapy team 
that further psychotherapy (individual or group) after 
termination of family therapy was an appropriate next step. 
Such a decision was particularly likely in IPs with 
personality disorders and for IPs in families with a problem 
of separation/individuation. 


Discussion 


A principal aim in setting up the family therapy clinic 
was to explore the role it could play in out-patient 
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FAMILY THERAPY IN ADULT PSYCHIATRY 


adult psychiatric practice. Given the relatively 
infrequent use of this form of clinical intervention, 
and the corresponding dearth of published reports, 
we chose to provide an account of the operations of 
the clinic — a ‘nuts and bolts’ descriptive exercise. In 
this discussion, we draw on our findings, together 
with our clinical experience, in order to delineate the 
possible role of a family approach in the out-patient 


First, let us consider the nature of the sample 
treated. Since we were providing a specialist 
psychotherapy service within a psychiatric hospital, 
itis not surprising that most of the IPs had a previous 
psychiatric history and that a third of them had been 
sufficiently distressed and/or functioning poorly to 
require one or more in-patient admissions. Many of 


. those with a psychiatric history had been in and out 


of therapy for several years, and one-third of them 
had had various forms of individual or group 
psychotherapy. 

Thus, the family clinic may serve as a potential 
source of help in relatively complex and, to a varying 
extent, chronic cases. Given the patients! poor 
response to treatment in the past, the assessors 
involved were probably partly motivated by the 
novelty of the family approach. More important, 
however, was the view that previous therapies had 
*missed the target', and that the family system had 
probably always been a more appropriate focus for 
treatment. 

In this context, the most illuminating dimension 
of our therapeutic work was the value of preparing 
a diagnostic formulation at the family systemic level. 
Following the Milan application of systems therapy, 
the family sessions were devoted in large measure to 
formulating a systemic hypothesis whereby the IPs 
symptoms could be best understood, and specifically 
so in the context of his/her family. Although the 
effort involved varied, with some cases more complex 
and obscure than others, it proved feasible to gather 
relevant evidence through such interviewing tech- 
niques as circular questioning (Palazzoli et al, 1980) 
and direct observation of the here-and-now therapeutic 
process. The hypotheses arrived at usually began as 
a series of observations of the family's behaviours 
which in time evolved into an identifiable pattern. 

We had no conception at the outset of our work 
of the types and range of systemic hypotheses. 
However, it soon became apparent that certain 
hypotheses predominated. Indeed, in 30 cases we 
were able to agree that a family struggling to permit 
one or more of its ‘adult’ children to separate and 
individuate constituted the chief systemic focus. 
Other distinct issues, albeit less frequent, were 
families buffeted by marital discord in the parents; 
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families unable to grieve effectively for a member 
who had died, often years earlier; and families in 
which, for a variety of reasons, there was a 
‘structural’ problem with blurring of parental and 
children’s roles, and associated alliances across the 
boundary between parent and child subsystems. 

It is conceivable that a degree of observer bias 
developed since the more we were impressed by the 
relevance of separation/individuation as a hypothesis, 
the more we looked out for it. On the other hand, 
most of the IPs involved were in their early 20s and 
were patently grappling with the challenge of adulthood 
(whatever their presenting complaints). Furthermore, 
the hypothesis, when offered to the families, 
appeared to win their understanding and acceptance. 

The other categories of systemic hypotheses, while 
less frequent, were clear in form. Thus we felt 
confident in concluding that our four categories were 
sound and likely to be relevant to other samples of 
families attending an adult family therapy clinic. 
Empirical research would, however, be necessary to 
establish their validity and reliability. We hasten to 
add that our attempt at a rudimentary classification 
has its limitations. Firstly, the four hypotheses are 
not necessarily mutually exclusive. In many instances 
more than one hypothesis was applicable to the same 
family, although by noting all the clinical evidence, 
we were able to distinguish between principal and 
*subsidiary' hypotheses. Secondly, the range of issues 
identified may have been limited by the biased nature 
of the sample. It should be recalled that our sample 
was skewed by being chiefly composed of neurotic 
and personality-disordered patients. We did not feel 
our approach suited psychotic patients, and we were 
not in a position, for pragmatic reasons, to deal with 
families in crisis. Furthermore, we did not attract 
families in which other well recognised family 
problems are central, e.g. sex abuse; the multi- 
problem family; and the family with parents trying 
to separate or divorce. 

We conclude that it is feasible to devise a 
classification of systemic hypotheses. At this stage 
of knowledge, however, we can only claim to have 
identified those that emerged clearly on working 
systemically, and with the particular range of family 
problems encountered. 

We now turn to the question of effectiveness. We 
do not claim for a moment that this is a formal study 
of outcome. On the other hand, we utilised a 
consensus rating by the whole team treating the 
family, rather than by the therapist alone; we 
deployed a scale of change which had clearly labelled 
anchor points; and we were stringent and conservative 
in performing the ratings. Given the entrenched 
quality of most of the IPs' problems, the satisfactory 
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outcome in two-thirds of the sample is noteworthy. 
This was mainly contributed to by the benefits 
achieved among those diagnosed as having a form 
of neurosis, an eating disorder or an adjustment 
disorder. Not too surprisingly, personalit7-disordered 
and manic-depressive patients fared poorly. 

The negative outcome in two IPs (i.e. worse 
compared with the beginning of the-apy) is in 
agreement with the rate commonly found in outcome 
studies of family therapy, and seems understandable 
given the potency of the approach (Gurman & 
Kniskern, 1978) and the type of families treated. 
Deterioration in the IP and/or the family in three 
cases during treatment could be ascribed to this 
potency factor, and must be viewed as a possible 
feature as families grapple with the prospect of 
change (Jenkins, 1989). 

We were surprised by the high drop-out rate of 
one-third of the families seen. Most of these occurred 
either following the first session or in the middle of 
the envisaged therapeutic programme and we 
conjecture that the reasons differed for each group. 
In the former, ‘joining’ probably failed as a 
consequence of the intractability of -he family 
system, and more particularly when the prevailing 
equilibrium was jeopardised. Despite ou- efforts to 
reframe or connote positively the relevant issues in 
the family at the first meeting, it is possible that the 
family had too much invested in the status quo for 
thenrto consider relinquishing it. The later drop-out 
group was more heterogeneous in character, which 
prevents us from offering any uniform ractors for 
its occurrence. Our own data can shed no light on 
whether the drop-outs had particular characteristics 
since no differences were found between them and 
the completers on all the IP and family variables 
studied. 

When referring to outcome in families, we need 
to note the possible discrepancy in the degree of 
change between the IP and the family. In our sample, 
change in the former was not always associated with 
comparable change in the latter. The rating for the 
family was their global level of functionirg and this 
was not always altered in those cases where a 
discrepant outcome was found. It could be argued 
that the IP matters most with regard to outcome. 
In the sense that he/she has been symptomatic 
and/or dysfunctional, any improvement in clinical 
status must be regarded as relevant. On the other 
hand, the systemic approach infers the notion of 
‘symptom-bearing’ as a reflection of a dyszunctional 
family, and the corollary follows that change in the 
IP should ideally be paralleled by change in the 
remainder of the system. ‘Ideally’ is the operative 
word. In some cases, we had to be satisfied with a 


BLOCH ET AL 


differential response and accept that a functional 
pattern in the family was too well entrenched to allow 
for systemic change. 

This was obvious in certain families in which the 
principal systemic issue was that of separation/ 
individuation, i.e. a child, commonly a student, had 
remained bound to his parents out of loyalty to them 
(Stierlin, 1974). Therapy proved effective in permitting 
the student to achieve a sense of release but the 
parents continued to have difficulty in "letting go', 
frequently for fear of having to contend with their 
own personal and marital difficulties. It is also 
conceivable that parental change lags behind that of 
the child, as they gradually become accustomed to 
the new family situation; our ratings, confined to the 
end of therapy, would thus fail to detect such delayed 
improvement. The question remains as to whether 
the family therapy programme as we offered it was 
insufficient to permit a greater degree of systemic 
change. 

The finding, surprising to us, that in 14 IPs further 
therapy - either individual or group - was agreed by 
them and the therapists to be appropriate, suggests 
that the systemic approach had served to initiate a 
process of change which required further work in 
another form. It is tantamount to the family's 
appreciation and acceptance that their symptomatic 
member can now take charge of himself or herself 
and determine his/her own future, independently of 
the family. 

This is well illustrated in the case of a 23-year-old 
student who had failed to achieve any sense of 
separateness and had remained locked in battle with 
her parents for a decade. Her inhibited development 
stemmed from her assuming a protective role 
towards her parents who she sensed had never faced 
their grief in having an institutionalised, autistic son. 
It was only upon the emergence of these issues in 
the sessions that she came to appreciate her parents’ 
capacity to care for themselves and for each other. 
This in turn enabled her to recognise her own 
personal needs. Furthermore, she felt confident in 
determining that a long-term therapy group was the 
optimal forum to focus on her further development, 
a judgement with which the therapy team concurred. 

This reference to the sequence of different forms 
of psychotherapy brings us, finally, to consider 
the question we set when inaugurating the clinic: 
‘‘What is the role of a systemic family approach 
in adult psychiatry?’’ Before doing so, we need to 
remind ourselves that we have limited our remit 
to out-patient adult practice, and have not dealt 
with such highly specific family approaches as 
the psychoeducational programme deployed in 
schizophrenia. 


FAMILY THERAPY IN ADULT PSYCHIATRY 


Our experience points to the feasibility of in- 
corporating family therapy into a psychotherapy 
service. Using this approach, general adult psychiatrists 
have an opportunity to refer patients (or patients and 
their families if their own assessment leads logically 
to such a proposal) to their psychotherapist colleagues 
who in turn can assess the suitability or otherwise 
of conducting a family assessment interview. Non- 
psychiatrist referrers, particularly the informed 
general practitioner (GP), can similarly direct 
prospective patients or, again, patients together with 
their families from the outset. 

Assuming that family therapy is deemed to be the 
treatment of choice, the possibility remains that 
the referrer may continue to play a therapeutic role. 
It proved feasible for 10 IPs who were receiving a 
form of individual treatment (e.g. medication and 
supportive therapy in the case of manic-depressive 
disorder, and cognitive-behavioural therapy in some 
anorexia nervosa cases) to continue with these 
treatments during the course of the family therapy 
programme. À major requirement was for the 
maintenance of regular liaison between the therapists 
involved. 

This potential collaboration, together with the 
finding that 14 patients were recommended to 
continue with another form of psychotherapy 
following the termination of family therapy, high- 
light a general point regarding the role of a family 
approach in adult psychiatry. In our experience, it 
did not prove to be a panacea. Thus, we would 
envisage that in any family therapy context, a 
proportion of patients would require more than 
family therapy alone. 

A further dimension of the role of family therapy 
is theissue of non-compliance. During the period in 
which the 50 families were being seen, a further 17 
families (representing 25% of the first 67 referrals) 
were regarded as suitable for assessment and possible 
family therapy, but declined the invitation at the 
outset or agreed but failed to attend. Many different 
reasons were proffered by these families but the chief 
underlying factor appeared to be the threat inherent 
in our implicit reframing of the IP's problem into 
a family issue. Although we couched the invitation 
in terms suggestive of the family members being able 
to play a useful role in **helping in the situation", 
the threat was too disconcerting. The other form of 
non-compliance, the drop-out rate, in 16 families 
who commenced treatment, was probably the 
product of similar factors. Thus, a crucial require- 
ment in considering the potential role for family 
work is the need to attend to the expectations of the 
IPs, their families, and equally the referrers. 
Preparation of patients for stranger group therapy 
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has been shown repeatedly to énhance the therapeutic 
process (Bloch & Crouch, 1985). The application of 
some form of preparation, e.g. a detailed informative 
letter or direct telephone contact with each family 
member to provide a rationale for their participation, 
could contribute to an improved take-up rate, and 
a reduction in the drop-out rate. Reference to the 
referrers stems from our observation that they were 
not always adequately conversant with the systemic 
family model and may have provided inaccurate or 
distorted information to the IP and his or her family. 

All the above issues relate to family therapy as we 
applied it in a specialist clinic. Of course, other forms 
of application are potentially available, most notably 
the adoption of a family approach by general adult 

themselves. In practice, this is uncommon, 
but could alter were the generalist to receive 
appropriate training. There is little doubt, at least 
in our minds, that several forms of application of 
the family approach are feasible, and indeed 
necessary according to particular clinical circum- 
stances. Thus, we can envisage family counselling 
or therapy being deployed by the generalist for 
circumscribed systemic problems (e.g. for acute 
grief), with referral of more complex cases to a 
specialist clinic with its inherent advantages of 
teamwork and shared experience. 

One last point concerns cost-effectiveness. It will 
be recalled that one motivating force for launching 
family therapy was to use an ostensibly cost-effective 
treatment. In one sense, this was confirmed. The 
average number of sessions for those families who 
completed treatment was only five, and sessions were 
generally scheduled at monthly intervals. Also, it 
could be argued that several people benefited from 
the experience rather than the IP alone. On the other 
hand, there was a team of five therapists in attendance 
at each session. Of course, the team size can be 
reduced to a trio, even to a couple if the therapist 
works solo and there is one observer behind the 
screen; the size of the teams in this clinic was chiefly 
determined by the need for hospital staff to obtain 
systematic training. Also, there was a continuing use 
of a parallel therapy in a sizeable proportion of 
patients; and there was a recommendation in yet 
another proportion of other forms of treatment 
following the termination of the family programme. 
Perhaps we cannot escape the reality of clinical 
practice with complex, long-standing problems, 
namely that psychotherapy of whatever form is 
inherently labour intensive. 

Nonetheless, a family approach in certain spheres 
of adult psychiatry practice could conceivably 
contribute to a reduction in the resources consumed 
by the IP (and possibly by other family members, 
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at other times). As noted earlier, 40 patients had utilised 
such resources, often over several years. Early inter- 
vention using family therapy when it is deemed to be 
the treatment of choice might prevent chronicity, and 
thus prove cost-effective in the long-term. 

We appeared to have achieved a satisfactory result 
with the IPs despite their previous long-term 
psychiatric involvement. We envisage that if the 
indications for family therapy and the operation of 
the therapeutic service were well understood, par- 
ticularly among GP colleagues, patients presenting 
with problems similar to those described above, but 
of lesser duration and therefore probably of lesser 
intractability, would be recruited and emerge as 
suitable candidates for a family, systemic approach. 
Moreover, it is likely that such patien-s, not yet 
having established a psychiatric ‘career’, would 
benefit at a greater rate than the sample vpon which 
we have reported. 
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Group Therapeutic Factors on an Alcohol In-patient Unit 


LISETTA LOVETT and JONATHAN LOVETT 


Seventy consecutive patients admitted to an alcohol unit were given a modified version of 
Yalom’s therapeutic factor questionnaire at varlous points during the therapeutic programme. 
This programme consists of a two-week introductory programme, followed by a treatment 
programme, which includes psychodynamic groups, life-history reviews and intensive cognitive- 
therapy sessions. Internal agreement of ranking order of therapeutic factors was high among 
all patients and was independent of time spent In group therapy. Patients valued most an 
existential factor (which embraces concepts of personal responsibility and Isolation), self- 
understanding and cohesiveness; they least valued guidance and identification. Therapists 
also completed the questionnaire: their ranking of therapeutic factors correlated highly with 
that of patients, but they ranked an existential factor much lower. 


What factors do patients judge as helpful from the 
treatment they receive for their drinking problem? 
Edwards et al (1977) showed that one of the factors 
that patients found most important was improvement 
in themselves, such as in mood and self-understand- 
ing. In a more recent attribution-questionnaire study 
(Edwards ef al, 1987), self-understanding and 
deciding to take control of one's own life were 
regarded as highly important results of therapy. Day 
and in-patient programmes were ranked highly by 
patients filling in a self-report questionnaire (Rees 
& Stone, 1989). Patients evaluating the Minnesota 
model of treatment ranked highly ‘‘daily lectures 
resulting in insight” and **awakening of, or return 
to, spiritual interest" (Kammeier ef al, 1973). No 
studies have specifically explored what factors 
alcoholic patients find helpful in the group therapy 
which they experience on in-patient units where 
intensive programmes exist based on group models 
of treatment. One strategy for doing this is to rely 
on patients as ‘consumers’ and seek their views about 
what they find most helpful. 

In the last ten years, research has proliferated into 
identifying which therapeutic factors operate in 
group therapy. The process of introducing a 
systematic taxonomy was initiated by Corsini & 
Rosenberg (1955), who reviewed the literature in 
order to identify commonly perceived therapeutic 
elements. Their classification of these into nine 
factors was elaborated by others (Hill, 1975; Berzon, 
1963), but it was Yalom (1975) who extended and 
consolidated this work to arrive at a classification 
and understanding of the concept of the therapeutic 
factor. He emphasised the importance of inter- 
personal learning theory by introducing two new 
factors into his classification: interpersonal learning- 
input (mainly through feedback from other members) 
and interpersonal learning-output (a process whereby 


members try out new ways of interacting). In 


addition to introducing so explicitly the interactional ° 


dimension, Yalom added three other factors: instil- 
lation of hope, guidance, and an existential factor. 
The remaining seven factors draw on previous 
research (Table 1). 

Studies which have attempted to identify thera- 
peutic factors operating in in-patient groups have 
been mostly performed on a mixed diagnostic 
population (Maxmen & Hanover, 1973; Schaffer & 
Dreyer, 1982; Marcovitz & Smith, 1983). Only one 
has been performed on substance abusers; these were 
all prisoners who had been drug addicts (Steinfield 
& Mabli, 1974). Few studies address whether the 
length of time in a group alters patients’ perception 
of therapeutic factors (Butler & Fuhriman, 1983), 
or compare therapists' perception of therapeutic 
factors with that of patients. 

The present study had the following aims: 


(a) to identify therapeutic factors perceived as 
helpful by the patients 

(b) to see whether patients’ ranking of thera- 
peutic factors changes according to type of 
programme 

(c) to see whether patients! ranking of therapeutic 
factors changes according to time spent in 
groups 

(d) to identify therapeutic factors perceived as 
helpful by therapists. 


Method 


Subjects consisted of 70 consecutively admitted patients 
who experienced in-patient therapy at the Countess 
of Chester Regional Alcohol Dependence Unit. Inclusion 
in the study depended on subjects experiencing at 
least two weeks of one of the treatment programmes. 
Most subjects had a diagnosis of alcohol dependence 
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Table 1 
Definitions of Yalom's 12 therapeutic factors (taken from 
Bloch & Crouch (1986) and Yalom (1976)} 


Factor Definition 





Altruism The patient feeling better about himself or 
herself, or learning something positive 
about himself, through the help he extends 
to his fellow members. 

A fooling of togetherness, espit de corps, 
experienced by group members. The 
patent feels accepted end no longer 
isolated from others. 

The patient perceives thet other group 
members have similar problems and 
feelings, thus perception. reducing his 
sense of uniqueness. 

The patient learns more clearly about the 
nature of his problems through other group 
members sharing their perception of him. 
The group provides an opportunity for the 
patient to relate to others in a more 
adaptive way. It is a form o3 ‘interpersonal 
expermentation'. 

This relates to the imparting of formation 
and giving of advice either by the theraprst 
or other group members. 

This occurs when a padent releases 
feelings, leading to rebef, on past or here- 
and-now material. These feelings include 
anger, affection, sorrow and grief which 
have previously been drfficut or impossible 
to discharge. 

This occurs when the pat ent considers 
himself to ba hke another group member 
or therapist and models his own bshaviour 
after hum. 

This refers to the opportunity for the 
corrective recapitulation cf the primary 
experience within the group. 

This factor could be callec psychogenic 
Insight in as much as the patent learns 
about the mechanisms underlying his 
behaviour and about its origin. 

The patiant sees thet other members have 
improved or are Improving and that the 
group can be heipful; he is thus optimistic 
about the group's potential to help him too. 
This refers to the theme of the patient 
ultmatsly accepting that Fe has to take 
responsibility for his own Ffa. 


Cohssiveness 


Universality 


Interpersonal learning - 
input 


Interpersonal learning - 


Identification 


Family re-enactment 


Self-understanding 


Instilation of hope 


syndrome. Four were admitted for dependency on minor 
tranquillisers. 


Introductory programme 


Patients on admission enter the introductory programme, 
usually for two weeks, or longer if the staff feel that they 
are unable to graduate to the next phase of treatment. The 
introductory programme is organised to be more low-key 
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are often detoxifying and not very receptive to new ideas. 
The programme consists of a highly structured timetable, 
which exposes patients to at least 12 hours per week of 
focused group experience as well as three sessions at 
Alcoholics Anonymous (AA), two occupational therapy 
sessions, one anxiety management session and two video 
sessions. The focused group experience is variable and 
includes a session on personal drinking history, another on 
the consequences of drinking and a group informed by the 
techniques of psychodrama. A further three group sessions 
are based on a cognitive-behavioural programme; this 
‘beliefs, behaviours and bad habits’ programme is modular 
and aims to help members change their behaviour through 
learning how addiction is closely linked to habit and how 
behaviour, belief patterns and self-talk maintain addictive 
repertoires. Introductory sessions are designed to provide an 
infrastructure of understanding of how addiction is learnt. 
Separate sessions concentrate on craving and triggers. 
The session on craving is derived from the three-components 
model and that on triggers is accompanied by a self- 
rating questionnaire devised by Peter Tyler. (Handouts, 
questionnaires and training tapes are available from Peter 
Tyler, Psychologist, Countess of Chester Regional Alcohol 
Unit, Chester.) 

New patients also attend a number of all-unit groups such 
as a social skills group, a ladies’ group, an educational didactic 
group and general discussion groups on alcohol and drugs. 


Treatment programme 


Patients graduate into the treatment programme after 
successful completion of the introductory programme. They 
experience this programme for up to six weeks before 
they are discharged. They continue to attend all-unit groups, 
but in addition now attend two psychotherapy groups - 
where the emphasis is on interpersonal feedback concerning 
*herc-and-now' behaviour - as well as a group on future plans 
and another on weekend planning. Tbe weekend planning 
group takes place every Friday morning, with the objective 
of helping those patients who are going on weekend leave 
to structure their weekend in such a way that they avoid 
temptation to resume alcohol consumption. ‘Older’ group 
mernbers share their experiences of the riskiness of weekend 
leave and coping strategies which have worked for them. The 
Monday psychotherapy session, in spite of its ‘here-and-now’ 
focus, often picks up on the problems which weekend leave 
has presented to members, many of which are interpersonal 
in nature. The *older' members also take it in turns to prepare 
an agenda of their plans following discharge, which is 
presented at the weekly future-plans group session. This 
offers valuable ‘reality confrontation’, since other members 
can be highly critical of the vagueness of such plans, but 
also offer very practical advice. Treatment-programme 
patients continue to attend weekly cognitive therapy sessions 
of one and a half hours each, one of which draws attention 
to the physical experience of anxiety and describes a set of 
strategies for self-monitoring and decision-making. Other 
sessions concentrate on coping behaviour (Shiffman & Wills, 
1985) and relapse management (Marlatt, 1978). 

Each week one group member nearing discharge is asked 
to prepare and present a life-history review. This exercise is 
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timetabled to take up most of the day and because it can 
be very intensive the review is interspersed by several coffee 
breaks as well as lunch. Following his/her presentation, the 
group member is interrogated by the rest of the group. This 
Session is considered by members to be a graduation step 
to discharge. 

Treatment-programme patients continue to attend AA 
meetings, occupational therapy, anxiety management and 
video sessions. They are exposed to at least 17 hours of 
focused group therapy. 


Procedure 


The instrument used to measure therapeutic factors was 
adapted from Yalom's therapeutic factor questionnaire 
(Yalom, 1975). (Copies are available on request from the 
first author.) The questionnaire contains 60 items, five 
describing each of 12 factors. A page of the questionnaire 
presents 12 items; patients are asked to consider these and rank 
each item from the most helpful (1) to the least helpful (12). 
Thus data consist of five rankings for each therapeutic factor. 

Questionnaires were administered at the end of the 
introductory programme, which for most patients lasted 
two to three weeks. Patients had, therefore, experienced 
24-36 hours of focused, but varied, group experience. 
Questionnaires were administered at different times during 
the treatment programme to yield subgroups which had 
completed two weeks and four weeks of the programme 
when filling in the questionnaire; a few others were asked 
to complete the questionnaire on discharge. This reflects 
approximately 34, 68 and 102 hours respectively of focused, 
varied group experience. A few patients were required to 
fill in the questionnaire at two different stages of their 
treatment, but most only completed the questionnaire on 
one occasion. This was to avoid the possibility of a ‘practice 
effect’ confounding the results. 

When filling in the questionnaire, patients were asked 
to think about al the groups in which they had taken part, 
and rank statements according to those experiences which 
they found most helpful while in the groups. Patients were 
not asked to evaluate any one type of group, since it was 
felt that they could not focus on specific groups when 
answering the questionnaire, and if asked to do so would 
inevitably pool their entire group experience into their 
responses. The results, therefore, reflect patients’ perception 
of their entire in-patient group experience at various times 
during the unit's management programmes. Although 
patients were together when questionnaires were handed 
out, they were encouraged to fill them in independently. 
Inevitably, some discussion between patients occurred. 

Demographic information (on age, sex etc.) was collected 
when patients filled in the questionnaire. 

Staff working on the unit who had participated in the 
groups as therapists were also asked to fill in the question- 
naire, ranking items according to how helpful they thought 
they were for group members. 


Results 


Seventy-six questionnaires were completed correctly and 
analysed. These were completed by 64 patients (31 women 
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Table 2 
Mean rank scores for the 12 therapeutic factors: introductory ` 
and treatment programme samples 





Factor Mean rank score! 4 
Introductory Treatment programme 
i iita 2 weeks 4 weeks discharge 
E (012) (0228) (n4) 
Altruism 8.75 6.63 6.69 4.85 
Cohesiveness 5.63 5.73 5.20 7.20 
Universabty 6.80 8.62 6.80 5.55 
Interpersonal learning- 
Input 6.66 8.20 6.08 5.60 
interpersonal learning- 
output 6.97 6.88 8.30 6.50 
Guidance 8.73 8.72 9.04 880 
Catharsis 6.26 5.30 6.88 6.95 
Identification 9.31 9,97 10.01 960 
Family re-enactment 7.10 7.44 7.85 6.96 
Self-understanding 6.28 4.43 4.00 4.50 
Instillation of hope 7.36 7.22 6.48 7.10 
Existential factor 4.21 4.25 5.02 3.65 


Spearman correlaton coefficient. for mtroductory (0-34) v 
treatment programmes (n =42)=0.98 

1 Factors are ranked from 1 to 12, with 1 representing the moat 
hetpful and 12 the least helpful. 


and 33 men), 12 of whom completed questionnaires at the 
end of the introductory programme and again during the 
treatment programme. There were two non-responders: one 
of these was illiterate and the other, from north Wales, 
spoke English only as a second language. Four other 
patients completed their questionnaires incorrectly and these 
were omitted from the final analysis. Average age of the 
responders was 43 years (range 25-63 years). 

Table 2 presents rank order for the 12 therapeutic factors 
of the four subgroups, taken after two weeks in the 
introductory programme and at the second, fourth and sixth 
week (discharge) of the treatment programme. The 
correlation of scores from the introductory group and 
treatment group (where all responses were pooled) was 
significant (Spearman correlation coefficient = 0.98). The 
internal agreement among members of the introductory 
group was significant (Kendall's coefficient of con- 
cordance- 0.31, P<0.05), as was that among those 
completing the questionnaire at some point during the treat- 
ment programme (Kendall's coefficient of concordance — 
0.37, P« 0.05). Internal agreement of ranking for all 
responders, independent of which programme they were 
in, was significant (Kendall's coefficient of concor- 
dance=0.42, P<0.05). The factors perceived as most 
helpful were self-understanding, existential issues and 
cohesiveness. Identification, guidance, family re-enactment 
and instillation of hope were regarded as least helpful. This 
pattern of ranking was replicated by the subgroup which 
completed the questionnaire twice. 

The 14 therapists agreed with patients in how they ranked 
therapeutic factors, but the correlation coefficient is not 
as high as that found within the patient population 
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(Spearman — 0.62). Like the patients, therapis-s considered 
cohesiveness and self-understanding most helpful and 
identification and guidance least helpful. However, they 
ranked an existential factor quite low (nin:zh), whereas 
patients had ranked this first or second. The internal 


agreement for the whole therapist population was significant 
(Kendall's coefficient of concordance- 0.44, P « 0.05). 


Discussion 


This study has shown that patients value most self- 
understanding, an existential factor and cohesiveness 
in the group therapy they receive; identification and 
guidance are least valued. Given that patients 
experience a variety of group models and therapists 
within each programme, it might be anticipated that 
therapeutic factors considered helpful in certain 
groups by certain patients would not be considered 
80 by other patients, and therefore that there would 
be poor internal agreement among patients in 
ranking of therapeutic factors. This was not the case: 
ranking order did not change according to type of 
programme experienced, or the time spent in groups. 
In this study, although group models in each 
programme and therapists varied, most group 
members had the same diagnosis - alcohol dependence 
syndrome. This may suggest that ranking of 
therapeutic factors is determined by the characteristics 
of the patient population and not by the emphasis 
of group experience. Moreover, although the ranking 
of therapeutic factors by therapists and patients did 
correlate, this correlation was not as strong as others 
and there was a particularly large discrepancy in the 
ranking order of the existential factor. This suggests 
that patients' ranking of therapeutic factors may not 
be especially influenced by what therapists rate as 
important. 

These findings have implications for management, 
since they suggest the possibility of different 
diagnostic groups valuing certain therapeutic factors 
more than others, independently of the type of group 
therapy or tbe therapist experienced. If, as some 
research suggests (Lieberman ef al, 1973; Steinfield 
& Mabli, 1974; Yalom, 1975), patient perception is 
linked with outcome, emphasis on therapeutic factors 
valued by patients may be important prcgnostically. 

Self-understanding was ranked first or second by 
patients in this study. Other researchers (Yalom, 
1975; Butler & Fuhriman, 1980; Lescz et al, 1985) 
have confirmed that a high ranking is given to this 
factor by out-patients, whatever their diagnosis. 
Kapur et al (1988) also showed that out-patients 
ranked it first, although in-patients ranked it only 
eighth in helpfulness. Our study suggests that 
alcoholic in-patients resemble out-patients, indepen- 
dent of their diagnosis, more closely than in-patients. 
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Perhaps, unlike the in-patients studied by Kapur ef al 
described as ‘‘fragile and disturbed’’ and consequently 
affectively vulnerable to self-understanding aspects 
of therapy, alcoholic in-patients have lived with their 
problem for a long-time and usually have made a 
conscious decision to come into hospital in order to 
change their behaviour through a process of cognitive 
reappraisal. Whereas a patient admitted for an 
affective episode is often mandated by medical staff 
to shift self-responsibility temporarily to others, the 
converse is true for alcoholics admitted to this unit, 
where self-responsibility is emphasised. One step 
towards becoming self-responsible is understanding 
one's behaviour and attitudes. 

An existential factor was also highly ranked by 
patients in this study; this factor recognises the 
important process whereby patients acknowledge 
that they must face life alone and take responsibility 
for the way they live. This is an interesting finding 
since few studies demonstrate that this factor 1s given 
a high priority. It is perhaps not without relevance 
that one of the major studies which finds it to be 
valued highly was done where group members were 
prisoners who were former drug addicts (Steinfield 
& Mabli, 1974). In-patients with mainly a diagnosis 
of affective disorder have also ranked an existential 
factor highly, and it is suggested that this reflects 
“the existential crisis that often faces a patient on 
an acute psychiatric ward" (Kapur et ai, 1988). 
Arguably, alcoholic in-patients are likely to be 
particularly preoccupied with existential issues such 
as the meaning of life, their **ever imminent non- 
being” (Bloch & Crouch, 1985) and the need to take 
responsibility for self. This may account for the 
Success of treatment strategies embraced in the 
Minnesota model and AA where there is a strong 
spiritual component to treatment. Such religious 
aspects may restore a meaning to life and lead to 
changes in ‘‘self image and world view” (Cook, 
1988), thereby setting the scene for a profound 
attitude change or ‘conversion experience’ which is 
accompanied by behavioural changes, including 
abstinence. 

Cohesiveness was ranked third most helpful by 
patients. This finding is consistent with research on 
non-alcoholics (Maxmen & Hanover, 1973; Yalom, 
1975; Butler & Fuhriman, 1980, 1983; Marcovitz & 
Smith, 1983; Whalan & Mushet, 1986; Kapur ef al, 
1988). Moreover, it appears to be correlated with a 
positive outcome (Yalom, 1975). Since it probably 
enables other therapeutic factors to operate, in 
particular self-disclosure (Johnson & Ridener, 1974), 
and is so highly valued by patients, the therapist 
clearly has an important role in promoting its 
development. 
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Identification, guidance and family re-enactment 
were consistently ranked as least helpful. Previous 
research shows that both guidance and family re- 
enactment are frequently ranked low in non-alcoholic 
populations (Maxmen & Hanover, 1973; Yalom, 
1975; Butler & Fuhriman, 1983). The low ranking 
given for guidance has implications for management 
of alcoholic patients, who are often targeted for 
intensive educational sessions. Such sessions would 
appear not to be highly rated according to this study. 
The low ranking given to family re-enactment may 
reflect a relatively rapid turnover of patients, which 
prevents development of transference. 

Unlike in-patients who were mainly suffering from 
affective disorder (Kapur ef al, 1988), these in- 
patients ranked altruism Jow and, in common with 
universality, less important than existential issues and 
self-understanding. This finding is consistent with 
that found with former drug addicts (Steinfield & 
Mabli, 1974) and supports the hypothesis that sub- 
stance abusers are given to egocentricity. Alternatively, 
they may feel they have nothing left to offer. The 
low ranking given to instillation of hope could 
suggest that the chronicity of their condition leaves 
these individuals in a cul-de-sac of despair. The 
vigorous spiritual ideology of some treatment models 
mentioned earlier in this paper may, therefore, be 
an appropriate way of catapulting these patients out 
of that cul-de-sac. 

The correlation between therapists and patients 
regarding ranking of therapeutic factors was good, 
but not as high as that found between patient 
subgroups. Therapists were in complete concordance 
with patients on factors not perceived as helpful, that 
is, guidance and identification. As in previous 
research (Bloch & Reibstein, 1980), therapists rated 
self-understanding as very helpful, but they did not 
put more emphasis than patients on the interpersonal 
sphere, which other studies have shown (Bloch & 
Reibstein, 1980; Schaffer & Dreyer, 1982). 

Do the findings have therapeutic implications? A 
body of literature would suggest that patients who 
perceive therapy as helpful have a good clinical 
outcome (Lieberman et al, 1973; Steinfield & Mabli, 
1974; Yalom, 1975). This may well be simply an 
association rather than a causal relationship. However, 
if one hypothesis is that it is a causal relationship, 
then it is possible to suggest that the mechanism of 
this process is similar to that underlying the placebo 
effect of drug treatment: patients who perceive a 
treatment as beneficial are indeed benefited. If this 
is the case, then therapists working with alcoholic 
in-patients should be exploring existential issues and 
promoting self-understanding and cohesiveness in 
group therapy. Further, perhaps existential issues and 


369 


self-understanding should be explored more in 
other modalities of treatment, such as individual 
psychotherapy. Clearly, future research should 
focus on linking identified therapeutic factors with 
outcome. 
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Age, Transvestism, Bondage, and Concurrent Paraphilic Activities 


in 117 Fatal Cases of Autoerotic Asphyxia 


RAY BLANCHARD and STEPHEN J. HUCKER 


Autoerotic asphyxia Is the practice of self-inducing cerebral anoxia, usually by hanging, 
strangulation, or suffocation, during masturbation. This study Investigated the relationships 
between: asphyxiators' ages; two paraphilias commonly accompanying autoerotic asphyxla, 
bondage and transvestism; and various other types of srmultaneous sexual behaviour. Subjects 
were two concurrent series totalling 117 males aged 10-56 who dled accidentally during 
autoerotic asphyxia! activities. Data concerning sexual paraphemalla at the scene of death 
or among the deceased's effects were extracted from coronors' files using standardised 
protocols. Anal self-stimulation with dildos, etc., and self-observation with mirrors or cameras 
were correlated with transvestism. Older asphyxiators were more likely to have been 
simultaneously engaged In bondage or transvestism, suggesting elaboration of the masturbatory 
ritual over time. The greatest degree of transvestism was associated with Intermediate rather 
than high levels of bondage, suggesting that response competition from bondage may limit 


asphyxiators’ Involvement in a third paraphilia like transvestism. 


Autoerotic asphyxia is the practice of inducing 
cerebral anoxia, usually by means of self-applied 
ligatures or suffocating devices, while the individual 
masturbates to orgasm. This activity, which is found 
almost exclusively in men, sometimes results in death 
when the individual’s self-rescue mechanism fails or 
he loses consciousness before he can employ it. 

Individuals who practise autoerotic asphyxia have 
rarely sought help for their condition. This phenom- 
enon is therefore better known to police, coroners, 
and forensic pathologists, who encounter the fatal 
cases, than it is to mental health professionals. There 
has recently, however, been some increase both in 
the public awareness of this problem and in the 
number of reports appearing in the clinical literature 
(Haydn-Smith et al, 1987; Ikeda et al, 1988; Cesnik 
& Coleman, 1989). This increasing awareness is likely 
to stimulate at least a few autoerotic asphyxiators to 
seek professional help before a fatal accident ensues. 

The attainment of a general understanding of this 
disorder, which might be helpful in treatment, is 
hampered not only by the virtual absence of self- 
report data from surviving practitioners, but also by 
the extraordinary variability in the appearance of 
fatal cases (Hucker, 1990). In some instances, the 
only remarkable features at the scene of death are 
the evidence of masturbation and the presence of 
asphyxiating devices. In others, the evidence shows 
that the fatal asphyxia was preceded by other 
paraphilic activities so elaborate and structured that 
one wonders whether the purely physical sensations 
of anoxia were central to the masturbatory ritual or 
secondary to some other aspect of it. 


Some of the erotic objects and interests commonly 
Observed at scenes of asphyxial deaths include 
pornographic magazines, fetish materials such as fur 
or plastic, dildos or vibrators used for anal self- 
stimulation, fantasy diaries written by the deceased, 
and mirrors or cameras used for self-observation. 
Particularly prominent among such accompanying 
activities, however, are transvestism and bondage 
(Hazelwood et al, 1981; Hucker, 1990). We use the 
word ‘bondage’ in this context to refer to the use 
of ropes, cords, chains, fabric, gags, etc., to bind 
or constrict the body in a manner superfluous for, 
or irrelevant to, physiological asphyxia. Án example 
of this would be tying the ankles together. 

One approach towards achieving some under- 
standing of autoerotic asphyxia is to search for 
patterns among the various paraphilias that tend to 
accompany it. The identification of such patterns 
could greatly simplify the clinical picture of autoerotic 
asphyxia's associated disorders, from a dozen deviant 
interests to just two or three major paraphilic 
constellations. Another finding that would help 
bring order to the data would be that of some 
relationship between the personal characteristics 
of autoerotic asphyxiators and the variety or elab- 
orateness of their additional paraphilic activities. 
Of particular interest here is the subject's age, 
which some clinical observers have thought to be 
related to the complexity of the masturbatory ritual 
(Brittain, 1968; Resnick, 1972; Hazelwood ef al, 1981; 
Lowery & Wetli, 1982; Innala & Ernulf, 1989). The 
present study was undertaken to investigate patterns of 
these types. Our specific questions were the following. 
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(a) Are certain erotic objects or interests commonly 
observed at the scene of autoerotic asphyxial 
activity, not because these objects or interests 
are directly associated with autoerotic asphyxia 
itself, but rather because they are associated 
with the frequent companions of autoerotic 
asphyxia, namely, transvestism and bondage? 

(b) Do older practitioners of autoeroic asphyxia 
exhibit a greater likelihood (or intensity) of 
simultaneous involvement in transvestism or 
bondage? 

(c) Areautoerotic asphyxiators who simultaneously 
engage in bondage also more likely to incor- 
porate transvestism into their masturbatory 
ritual, less likely to incorporate transvestism, 
or neither? 


Method 


Two Canadian provinces, Alberta and Ontario, have 
identified autoerotic asphyxial fatalities as a specific mode 
of death and have recorded them separately from other 
accidents (and from suicides) since 1974. The present sample 
includes all 117 male deaths certified by the coroner as 
autoerotic asphyxial accidents from 1974 to 1987 in these 
two provinces. This sample may therefore pe regarded as 
comprising two concurrent series. 

The present data were collected as part of a much 
larger investigation of autoerotic asphyxia currently being 
conducted by the second author. The larger investigation 
also includes the one female case in the two series, a 
matched sample of 118 deliberate asphyxial suicides, and 
data from several living practitioners of autozrotic asphyxia. 

The second author extracted the raw data from coroners’ 
reports and from summaries of the police investigations of 
the cases. The latter were sometimes supplemented by 
photographs of the scene of death. The information 
available on any given case may include irquest findings, 
autopsy reports, pathology laboratory results, or information 
gathered from the deceased's family or associates. None 
of the specific questions addressed in the present study had 
been framed at the time these data were collected (the main 
thrust of the larger investigation concerns forensic pathology, 
In particular, the differentiation of autoerotic asphyxial 
accidents from deliberate suicides, in cases where the 
available evidence is scanty or ambiguous). 

The data were coded from the coroners’ files onto 
standardised research protocols, The 281-item protocol was 
designed after an informal, preliminary inspection of a 
number of coroners’ reports on autoerotic fatalities and 
after an examination of the previous literature. 

The subject's involvement in bondage during the fatal 
asphyxial episode was assessed with ten dichotomous items 
from the research protocol. The first fiveitems are simply 
stated: whether or not the corpse was found with the hands, 
ankles, thighs, chest, or abdomen bound, Two items 
concerned the genitals: whether the genitals were bound with 
ropes, cords, or chains connecting them to other parts of 
the body or to other objects; and whether there were 
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ligatures, rings, and so on, around the genitals, whether 
or not these were also connected elsewhere. The last three 
items concerned constricting devices applied to the head 
or neck, but which were not the devices used to produce 
asphyxia: whether the head or neck was bound; whether 
the corpse was gagged; and whether the mouth, with or 
without a gag or similar device, was bound with ropes, 
cords, or chains connecting it to something else. 

Transvestism during the fatal asphyxial episode was 
initially assessed with five dichotomous items: whether the 
deceased was wearing make-up, nail polish, women's 
underwear or nightclothes, or women's outer garments; and 
whether the individual had shaved his legs. 

The bondage and transvestism items were all scored *0' 
or ‘1’. The scores on bondage items were then summed, 
producing a bondage scale with a minimum score of 0 and 
a maximum score of 10. The same operation created a 
transvestism scale with a maximum score of 5. In a later 
stage of data analysis, three more items were added to the 
transvestism scale, raising its maximum score to 8. These 
additional items and other pertinent data regarding both 
scales are discussed in the results. 

Our first research question was whether certain erotic 
objects or interests commonly observed at the scene of 
autoerotic asphyxial activity are likely to be present because 
of their association with bondage or transvestism. Seven 
such ‘miscellaneous’ erotic interests were investigated. All 
seven were dichotomously rated as ‘present’ or ‘not 
present’, but in some instances this determination was based 
on more than one item in the research protocol. These seven 
miscellaneous erotic variables were as follows. Anal self- 
stimulation: there was evidence that the deceased had been 
stimulating himself anally with a dildo, vibrator, or similar 
object during the fatal asphyxial session, or evidence among 
the deceased’s effects that he had habitually engaged in 
such activity. Evidence of klismaphilia (sexually motivated 
enemas) was excluded. Self-observation: the deceased had 
been looking at himself in a mirror or had trained a camera 
on himself during the asphyxial activity. Fantasy props: 
fantasy props were found at the scene of death or among 
the subject's effects. One subject, for example, had attached 
the rubber suction cups of two toilet plungers to his chest, 
in a manner suggesting women's breasts. Heterosexual, 
bondage, and sadomasochistic pornography (three variables): 
visual pornography was found either at the scene of death or 
among the subject's effects, depicting normal heterosexual 
activities (or simply nude adult females), bondage activities, 
or sadomasochistic activities. Shaved pubic hair. the 
deceased had shaved his pubic region. 

The relationship between the seven miscellaneous erotic 
variables on the one hand, and bondage and transvestism 
on the other, was examined in a series of seven multiple- 
regression analyses. Each analysis used a different one of the 
miscellaneous variables as the criterion and the same three 
variables - the subject's scores on the bondage scale and on 
the transvestism scale, and his age at death — as the predictors. 


Results 


The methods of asphyxiation used (and the numbers of 
subjects using them) were as follows: hanging (93), 
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strangulation (6), suffocation (5), hanging plus suffo- 
cation (3), strangulation plus suffocation (1), gas or volatile 
solvent (1), suffocation plus gas or solvent (7), and chest 
compression (1). The distinction between hanging and 
strangulation is that, in the latter case, ligation of the neck 
was produced by some means other than free suspension 
of the subjects full weight. Plastic bags were placed over 
the head either for suffocation (sometimes in combination 
with hanging or strangulation) or as containers for volatile 
substances or other intoxicating gases. 

Subjects’ ages at the time of death ranged from 10 to 
56 (mean 26.0, median 24.0) years. The age distribution 
was distinctly skewed, with a third of the subjects being 
younger than 19. 

The deceased's education was rarely recorded in the 
coroners’ files. Of the 40 subjects younger than 19, 37 
were still students at the time of the fatal episode. 
Educational information was lacking for 69 of the 77 
subjects older than 19. Of the remaining eight subjects, one 
was attending community college, four were university 
students or graduates, and three had completed a graduate 
or professional degree. It appears that education was likely 
to be noted in the coroners’ files only when it was higher 
than average. 

Race was recorded in 115 cases: 113 subjects were white, 
one was black, and one was a native Canadian. 

As one would expect from the age distribution of this 
sample, the great majority, 85 cases, were still single at the 
time of the fatal asphyxia. The number married or living 
in a common-law relationship was 27, and the number 
separated or divorced was five. 

There was no indication that the proportion of preferential 
homosexuals differed significantly from that of the general 
population. Three subjects were known by their families 
or associates to have been homosexual; in a fourth case, 
male homosexual pornography was found at the scene of 
death and among the deceased's effects. 

In the multiple-regression analyses, three variables, anal 
self-stimulation, self-observation, and fantasy props, were 
positively correlated with transvestism (even with age taken 
into account) but were unrelated to bondage (Table 1). No 
form of pornography was strongly correlated with any of 


373 


the predictors. Shaving of the pubic hair was positively 
correlated with age but not with bondage or transvestism. 


Extension and analysis of the transvestism and bondage 
scales 

not with bondage (anal self-stimulation, self-observation, 
and the employment of fantasy props) were added to the 
transvestism scale in order to increase its length and thus 
its reliability. The decision to add self-observation and anal 
self-stimulation was made on the basis of the authors' 
clinical experience as well as the present quantitative 
findings, as explained in the Discussion. The decision to 
add the fantasy props was made after studying the nature 
of these objects, which was recorded as a marginal comment 
in the research protocol. Most of the fantasy props fell into 
two categories: objects with some fairly obvious transvestite 
theme, and dildos or vibrators found among the deceased's 
possessions, and which he had probably used for anal self- 
stimulation. The resultant eight-item, extended version of 
the transvestism scale was used in the remainder of the data 
analyses. 

The bondage and (extended) transvestism scales were 
psychometrically similar. The observed scores on both 
ranged from 0 to 7. Scores on both were positively skewed; 
61.5% of subjects had bondage scores of zero and 56.4% 
of subjects had transvestism scores of zero. The two scales 
proved to have exactly the same o reliability coefficient of 
0.74, which is about as high as one can reasonably expect 
with scales of only 8 and 10 items. 

The number of subjects with zero scores on both scales 
was 48 (41.0%). An additional six of these had some other 
isolated sign of paraphilia. Thus, there was no recorded 
mention of any paraphilic object or activity besides the 
autoerotic asphyxia in 35.9% of cases. 


Correlation of bondage and transvestism with age 


Visual inspection of plotted data (not reproduced here) 
suggested that, as one moves from younger to older subjects, 
the proportion exhibiting bondage, transvestism, or both, 





Table 1 
Muttiple regression of miscellaneous erotic variables on the short transvestism scale, the bondage scale, and age 
Predictors 
Transvestism Bondage 
score score Age 
Crrtenon B B P B P 
Ana! salf-stimulation 0.38 0.0001 —0.07 NS 0.26 0.0058 
Self-observation 0.21 0.0268 —0.03 NS 0.24 0 0120 
Fantasy props 0.37 0.0001 - 0.06 NS 0.28 0.0014 
Heterosexual pornography 0.05 0.15 NS — 0.03 NS 
Bondage pornography 0.19 0.0473 0.18 NS 0.04 NS 
Sadomasochistic pomography 0.11 0.03 NS 0.19 NS 
Shaved pubic hair 0.08 -0.09 NS 0.30 0.0024 


All three predictor variables were forced Into each of the seven regression equations The P values are two-tailed. 
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Fig. 1 Mean transvestism scores as a function of bondage scores 


steadily increases. The association of age with bondage 
and transvestism was evaluated with simple correlation 
coefficients. The results confirmed that the older subjects 
were more extensively involved in bondage during the fatal 
asphyxial episode (r=0.27, P=0.004, two-tailed). The 
older subjects were also more extensively involved in 
transvestism (r— 0.40, P« 0.001, two-tailed). The multiple 
correlation of age with both transvestism and bondage gave 
r2 0.45. 


Relationship between bondage and transvestism 


The relationship between bondage and traasvestism is 
clearly seen in Fig. 1. As one moves from zero on 
the bondage scale to the intermediate value of 2, the 
degree of transvestism observed also increases; but further 
increases in bondage are associated with a decrease in 
transvestism. 

Figure 1 strongly suggests that the relationship between 
transvestism and bondage is better described by a curved 
line than a straight one. In order to determine the statistical 
reliability of this result, it was first necessarv to specify, 
in equation form, what kind of curve the daca resemble. 
The equation we used was the following: 


yz &- byx'?-- bx (1) 


where y represents the subject’s transvestism score, and x 
represents his bondage score, and a and b are constants. 
This was, as it happened, the first non-linear model that 
we tried fitting to these data, and it described them just about 
as well as, or better than, any other equation we tried. With 
appropriate substitutions, equation 1 can be recognised as 
a second-order polynomial in which the :ndependent 
variable is a square-root transformation of x: 


Jy 8 bu G7 + b, 2) 
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Table 2 
Curvilinear regression of score on the elght-item transvestism 
scale on bondage score 


Predictors 

Square root of Bondage 

bondage score score 
Semple n 8 P 8 P 
All subjects 117  Á 1.13 00,0001 -0.92 0.0011 
Ages 30-56 37  Á 1.14 0.0283 -1.09 0.0361 
Ages 19-28 40 125 0.0086 -—1.08 0.0218 
Ages 10-18 40 0.37 0.0190 


Esch regression equation was bullt with a backward procedure which 
began with both predictors In the equation and proceeded to remove 
any predictor not significantly correlated with the cntenon This 
occurred only in the case of subjects aged 10-18, whose one beta 
value, being the sole term remaining in the equation, is the same 
as a simple correlation. in the other three analyses, the square root 
of the bondage score may be regarded as the linear term of a second- 
order polynamual equation, and the untransformed bondage score 
88 the quadratic term (see equation 2 and explanation in the text). 
All P values are two-tailed. 


It is useful to note this, because second-order polynomial 
equations are common in curvilinear regression analysis and 
may be successfully employed in replication attempts. 

The reliability of the transvestism—bondage curve was 
tested in a multiple-regression analysis, in which the 
criterion variable was the subject’s transvestism score and 
the predictor variables were his bondage score and the 
square root of his bondage score. The results, presented 
in Table 2, indicated that the curvilinear relationship 
suggested by Fig. 1 is reliable. 

In order to determine whether the curvilinear relationship 
between transvestism and bondage held over the entire age 
range of our subjects, we divided the full sample into three 
age groups. The youngest group (n 40) were cases aged 
10-18 at the time of death, the middle group (n = 40) were 
19-29, and the oldest group (A = 37) were 30-56. We then 
carried out the same regression analysis for each of these 
groups that we had already carried out for the ful! sample. 
These results are also presented in Table 2. 

The curvilinear relationship did not hold in the youngest 
group; however, this group included only one subject with 
a bondage score greater than 2. Thus, in this group, the 
test for a curvilinear decrease in transvestism at high levels 
of bondage was not so much contradicted as inapplicable. 
For the youngest group, the relationship between bondage 
and transvestism was a monotonically increasing one. 

The curvilinear relationship between transvestism and 
bondage did, however, hold for subjects aged 19-29 and 
30-56. Thus, this relationship was found in both age groups 
for which this trend could be meaningfully assessed. 

Equation 1 (and its alternative form, equation 2) could 
describe a situation in which two opposing tendencies are 
at work: a positive factor, predominating with less bondage, 
which tends to raise the intensity of transvestism as the 
intensity of bondage increases; and a negative factor, 
predominating with more bondage, which tends to lower 
the intensity of transvestism as the intensity of bondage 
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increases. As complex as this analysis may seem, it must 
be borne in mind that the present data simply cannot be 
described as linear, and that no single-factor theory would 
be able to account for them. Moreover, the positive and 
negative factors can be at least plausibly identified with 
opposing psychological processes, as argued below. 


Discusslon 


Scenes of autoerotic asphyxial fatalities vary enor- 
mously in the variety and complexity of paraphilic 
behaviour that they suggest. Some such scenes show 
evidence of no special activities beyond masturbation 
and self-asphyxiation; others testify to florid and 
elaborate paraphilic rituals preceding or accompany- 
ing the asphyxia. Our findings indicate that the 
number and nature of these additional paraphilias 
is not completely random, and that certain orderly 
relationships can be detected among them. 

Individuals who were partially or completely cross- 
dressed at the time of death were significantly more 
likely to show evidence of two additional practices: 
anal self-stimulation with dildos, vibrators, or similar 
objects; and mirror-gazing (or self-photography) 
during the fatal asphyxial episode. In addition to the 
present statistical findings, there are corroborative 
clinical grounds for supposing that, in these cases, 
anal stimulation and mirror-gazing are features of 
transvestism rather than features of autoerotic 
asphyxia itself. 

It has long been known to clinicians specialising in 
erotic pathology that transvestites characteristically 
spend a considerable portion of their cross-dressing 
sessions in rapt contemplation of their feminine 
appearance in the mirror. Gutheil (1954) referred to 
this propensity as the *mirror complex'. It has, 
similarly, been the clinical experience of the present 
authors that many transvestites stimulate themselves 
anally while masturbating; this activity is accompanied 
by the fantasy that their body is that of a woman 
and that their anus is a vagina. Blanchard (1989a, b) 
has coined the term ‘autogynephilia’ to refer to such 
erotic arousal, produced by a male's thought or 
image of himself as a woman, and has argued that 
this paraphilia may be present in some individuals 
who are minimally interested in women's garments 
per se. 

In contrast to transvestism, bondage during the 
fatal asphyxial episode was not differentially associ- 
ated with any specific erotic object or interest that 
we examined, even bondage pornography. We have 
no explanation for this result. 

Our data showed that older practitioners of auto- 
erotic asphyxia do exhibit a greater likelihood (or 
intensity) of simultaneous involvement in transvestism 
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or bondage. This finding is consistent with the notion 
that autoerotic asphyxiators gradually elaborate their 
masturbatory rituals over time. The present data 
are not longitudinal, however, and leave open the 
possibility that some very different developmental 
pattern could have produced the same cross-sectional 
result. It is conceivable, for example, that a cross- 
sectional sample of autoerotic asphyxiators will 
consist of two different populations: a younger 
group, who (if they survive) will not go on to develop 
transvestism and bondage but rather will give up 
autoerotic asphyxia (and disappear from the sample), 
and an older group, showing substantial levels of 
transvestism and bondage, who actually started out 
with these paraphilias and only secondarily developed 
autoerotic asphyxia at a later age. The latter scenario 
is less parsimonious and therefore less attractive an 
explanation for the data as a whole. It does raise the 
point, however, that all cases of autoerotic asphyxia 
need not have the same developmental history or the 
same aetiology. 

As in previous studies (e.g. Walsh et al, 1977; 
Hazelwood et al, 1983), a large proportion of auto- 
erotic asphyxiators in this sample were simultaneously 
engaged in one or more additional paraphilic 
activities at the time of the fatal episode. This result 
is also in keeping with the general clinical finding 
that the presence of one paraphilia tends to increase 
the probability of others (e.g. Macdonald, 1973; 
Rooth, 1973; Wilson & Gosselin, 1980; Buhrich & 
Beaumont, 1981; Freund ef al, 1983, 1986; Lang et al, 
1987; Abel et al, 1988). The larger phenomenon is 
now widely recognised, although there is continuing 
controversy regarding the closeness of association 
between specific paraphilias (e.g. paedophilia and 
exhibitionism) and whether certain combinations 
of paraphilias constitute distinct syndromes (e.g. 
Langevin & Lang, 1987; Freund, 1990). 

Various explanations have been suggested to 
account for the general tendency of paraphilias to 
cluster. Abel et a/ (1988) hypothesised that a para- 
philiac's failure to experience aversive consequences 
for his first deviant act loosens his inhibitions about 
acting out other paraphilic fantasies; these authors did 
not, however, attempt to explain why a paraphiliac 
would be likely to have multiple aberrant fantasies in 
the first place. Bancroft (1989) remarked that the 
tendency of paraphilias to occur together suggests 
that the conditions necessary for the development of 
one type of paraphilia may facilitate the development 
of others. He conjectured that this potential might 
stem from some characteristic of the individual's 
nervous system that underlies sexual learning. This 
conjecture is tantamount to the notion of a paraphilic 
diathesis. Freund (1976) introduced the concept of 
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*courtship disorder' to explain his finding that 
various combinations of voyeurism, exhibitionism, 
toucheurism, and rape frequently occur in the same 
individual. He theorised, in a number of subsequent 
articles (e.g. Freund, 1990), that this finding results 
from the failure of some mechanism that co-ordinates 
normal human courtship behaviour, and whose 
dysfunction allows various components of the 
normal sequence to erupt in fragmentary and 
unmodulated forms. There is, at presert, no direct 
evidence for any of the mechanisms suggested by 
these authors to account for the clustering. 

The general tendency for one paraphilia to increase 
the probability of another can explain our finding 
that, as one moves from cases with no evidence of 
bondage to cases evincing intermediate levels of this 
paraphilia, the degree of transvestism o served also 
increases. What requires special explanation is the 
unexpected finding that further increases in bondage 
are associated with a decrease in transvestism (see 
Fig. 1). 

The descending portion of the bondage- 
transvestism curve implies the operation of a second 
factor, which produces a negative correlation between 
the different types of paraphilic behaviour, and 
which, under certain conditions, mitigates or out- 
weighs the effect of the clustering fac-or. A likely 
candidate for this factor is response competition. 
One may hypothesise that two, three, or more erotic 
impulses excited at the same time are likely to 
compete for attention - as do non-erotiz impulses or 
simultaneous tasks - and that total absarption in one 
or two strong impulses leads to the abandonment of 
other possibilities. Thus, the notion of response 
competition could explain why, in the present study, 
those subjects who were very heavily involved in 
bondage were less prone to transvestism than subjects 
only moderately involved in bondage. 

In summary, our two-factor model proposes that 
the ascending portion of the bondage-transvestism 
curve reflects the clustering factor, and the descending 
portion reflects the competition factor Both factors 
always operate; one should not interpret Fig. 1 
to mean that clustering operates on the left and 
competition takes over on the right. It would be more 
accurate to say that, when individuals are fully 
absorbed in one or two erotic activities. the statistical 
tendency for paraphilias to be accompanied by other 
paraphilias is obscured; when they are not so 
absorbed, this clustering tendency becomes apparent. 

The above explanation predicts that other correlated 
paraphilias, when examined pairwise, may also prove 
to have curvilinear relationships. It is interesting to 
note the similarity between this p-ediction and 
Rooth's (1973) conjecture, possibly based on his 
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clinical impressions, that those exhibitionists with the 
highest rates of exposing may be less prone to acts 
of sexual violence than exhibitionists with lower rates 
of exposing. 

It might, finally, be noted that none of the above- 
mentioned theories of multiple paraphilias predicts 
that relationships between certain erotic interests may 
be curvilinear or asserts that the cluster-causing 
effects of disinhibition, paraphilic diathesis, or 
courtship disorder may be moderated by response 
competition. None, on the other hand, is incompatible 
with these notions. 

Our closing comments concern the essential nature 
of autoerotic asphyxia and its implications for 
treatment. There may be some autoerotic asphyxiators 
whose sole goal in this activity is the purely physical 
sensation of cerebral anoxia. It might even be 
possible to treat recalcitrant cases by prescribing 
a medication such as amyl nitrite, which could 
produce similar sensations with much less risk. 
The present data, unfortunately, do not indicate 
whether such ‘pure’ asphyxiators exist or how to 
identify them. Our data do suggest, on the other 
hand, that there are likely many cases for whom the 
purely physical sensations of anoxia are not the 
only source of sexual stimulation. It is, after all, 
unnecessary to put on lipstick or tie one's ankles 
together to produce anoxia. There may even be 
cases for whom cerebral anoxia per se is merely 
incidental to the act of self-strangulation or hanging 
or suffocation. Such cases would then be clinically 
managed as masochists with particularly dangerous 
inclinations. 
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The Structure of Phobias in Panic Disorder 


NICK ARGYLE, CAROL SOLYOM and LESLIE SOLYOM 


Fear and avoidance of individual phobic situatons were measured in 1168 patients with panic 
disorder suffering current attacks. Correlation and principal-components analyses give 
components of agoraphobia, ilinass phobia, and social phobia in panic disorder. Agoraphobia 
does not stand out so clearly as illness phobia and social phobia as a separate factor; ‘fear 
of open spaces’ shows some separation from other agoraphobic srtuations. Frequency of panic 
attacks and changes associated with their remission have no special relationship to 
agoraphobia. Closer attention to social and illness phobia may be fruitful In discerning the 


evolution of panic disorder. 


Panic disorder was established in DSM-T11I (American 
Psychiatric Association, 1980), while in the revision 
(DSM-III-R; American Psychiatric Association, 
1987), it had taken diagnostic precedence over agora- 
phobia. Most patients with panic disorder reported 
in the literature do have agoraphobia. However, 
other phobic symptoms and diagnoses are common - 
especially social phobia. Sheehan ef al (1980) 
reported that 65% of patients with panic disorder 
had a fear of eating or drinking in public, and their 
average score on the Symptoms Checklist 90 (GCL-90; 
Lipman ef al, 1979) interpersonal sensitivity scale, 
half the items of which concern social phobia, was 
high. Argyle & Roth (1990) found 37 out of 90 such 
patients also had social phobia. Many authors 
concentrate on agoraphobia and omit any mention 
of other phobias. This may be partly because panic 
disorder has been of great interest to psycho- 
pharmacologists and other phobias tend to be 
seen as the province of behavioural therapists. 
Additionally, panic disorder has been particularly 
researched in North America where 3ocial phobia 
has been less studied than in other countries such as 
the UK. 

The hierarchy of DSM-III and DSM-III-R 
excludes diagnoses of phobias other than agora- 
phobia, if fear of having a panic attack is present. 
This can lead to social phobia not being diagnosed 
in panic disorder, and specious evidence for the 
unique relationship between panic anc agoraphobia. 

There is surprisingly little literature on the 
separation of the phobic disorders, and most authors 
follow Marks' (1969) division into agoraphobia, 
social phobia and simple phobia. Another category, 
blood injury and illness, has been described (Marks, 
1988). Social and simple phobia are found to have 
earlier ages of onset than agoraphobia and a lower 
predominance of women (Amies ef cl, 1983; Thyer 
et al, 1985). 


This paper looks at the structure of phobic 
complaints in a large sample of patients with panic 
disorder. Because of the hierarchy of DSM-III 
regarding phobic diagnoses in panic disorder, and 
because phobic symptoms are commonly present at 
a lower level than that required for a full diagnosis, 
it is worth examining phobia scores rather than 
diagnoses. The scores used in this paper are from the 
Marks-Sheehan Phobia Scale, which is derived from 
a scale of Marks & Mathews (1979). The significance 
of diagnoses of agoraphobia and social phobia are 
reported by Maier et al (1989). 

The purpose of this analysis is to describe the nature 
of the phobic syndrome found in panic disorder 
by principal-components analysis and correlations 
between panic attacks and phobia scores. 


Method 


The study group came from a large clinical trial in 
the treatment of panic disorder, the Cross-National 
Collaborative Panic Study - Phase II. The methods and 
efficacy have been described in detail elsewhere by the 
investigators. There were 1168 patients who were success- 
fully screened and randomised into the study protocol. 

Patients met modified DSM-III criteria for panic 
disorder — a history of at least one spontaneous panic attack 
with four or more symptoms, and to ensure current illness 
present, at least one panic attack with at least three 
symptoms each week in the last three weeks. Patients had 
to be aged 18-65, of non-childbearing potential or using 
contraceptives, willing to participate in a placebo-controlled 
study, and be free from psychotropic medication for at least 
one week before baseline. 

Patients were excluded if pregnant, lactating or having 
significant physical illness or abnormal laboratory in- 
vestigations. Any past history of seizures, psychosis, or 
dementia or bipolar disorder, recent history of drug/ 
alcoho! abuse, or an inability to give up psychoactive 
medication or psychotherapy also excluded them from the 
study. Concurrent anxiety disorders were allowed with 
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the exception of obsessive-compulsive disorder. Patients 
with current major depression were included unless this 
appeared before the onset of panic in the current episode 
or was clinically predominant. 

Recruitment was through advertising in public media and 
referrals from general practitioners and psychiatrists as well 
as other professionals. All patients were assessed and treated 
as out-patients. At screening visit, DSM-III diagnoses were 
made by structured interview (SCID-UP; Spitzer & 
Williams, 1983). After drug washout, patients were 
randomly allocated to imipramine, alprazolam or placebo, 
on a double-blind basis for eight weeks. 


Data collection and analysis 


The Marks~Sheehan Phobia Scale (MSPS) was completed 
at each visit. This scores fear/anxiety on a 0-10 scale (0= 
none, 1-3 = mild, 4-6 moderate, 7-9 = marked, 10 = severe) 
and avoidance on a 0-4 scale (0— never, 1 — sometimes, 
2— often, 3 very often, 4— always). Items from the scale 
are listed in Table 1. 

Patients kept a diary with a daily record of how many 
panic attacks had occurred in each category - situational 
or spontaneous, full panic attack or limited symptom 
attack. Anticipatory anxiety was also recorded daily as a 
percentage of waking hours. 

Other data collected at weekly visits included the 
Hamilton Rating Scale for Anxiety (HRSA; Hamilton, 
1959) the Hamilton Rating Scale for Depression (HRSD; 
Hamilton, 1960), the SCL-90, a physician-rated global 
improvement state (PhGD, and a global work and social 
disability scale (DIS). The PhGI was a ten-point rating scale, 
five being no change from baseline and ten being return 
to normal. The DIS was a five-point scale where one was 
no complaints, normal activity, and five was symptoms 
radically change or prevent normal work or social activities. 
In addition, work, family life, and social life were rated 
on separate five-point disability scales. 

Statistical analysis was done at the Biostatistical Unit of 
the Massachusetts General Hospital under the direction 
of Philip Lavori. 

The data analysed here comprise the MSPS items, panic 
attack frequency, the SCL-90 anxiety and interpersonal 
sensitivity subscales, and the disability scores. AJl except 
the last analysis are done on the whole intent-to-treat sample 
(n—1168). 

For the MSPS, a composite score of fear score plus 
avoidance score for each item is used to simplify the data. 
As avoidance was scored 0—4 and fear 0-10, the avoidance 
Score was multiplied by 2.5 before being added to the fear 
score. Items from the scale not included in the analysis are 
‘main phobla you want treated’ and ‘other specific 
situations’, as these cannot be automatically categorised 
as being agoraphobia, simple phobia, etc. Also omitted is 
one item relating to fear of unexpected panic attacks, as 
the wording was difficult for patients to understand and 
it was not clear what avoidance would mean for this item. 

Panic attacks, whether total number or subdivided into 
situational and spontaneous, are scored as a logarithm of 
total number in the past week. As the simple frequency 
of attacks has such a large range and standard deviation in 
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panic disorder, the logarithm is preferable as it comes closer 
to a normal! distribution. It is also more clinically relevant. 
Only full (with three or more symptoms) panic attacks are 
considered here. 

The SCL-90 phobic anxiety subscale is predominantly an 
agoraphobia scale and the interpersonal sensitivity subscale 
about half social phobia and half other types of sensitivity. 


Study group profile 


The 1168 patients came from 12 centres: Belgium, Brazil, 
Canada, Colombia, France, Germany/Austria, Italy, 
Mexico, Spain, Sweden/Denmark, UK, USA. Extensive 
teaching, meetings, and monitoring were conducted to in- 
crease homogeneity in assessment techniques and diagnosis, 
The group was 61% female, and had a mean age of 34 
years; 63% were married, 24% had never married. The 
average length of illness since first onset of panic symptoms 
was five years. Panic disorder uncomplicated by any 
agoraphobic avoidance was shown by 22%, 36% had 
extensive phobic avoidance and 40% limited phobic 
avoidance, that is, too little to qualify for DSM-III 
agoraphobia with panic attacks. Social phobia was present 
in 15%, simple phobia in 28%, current major depression 
in 16%, and 11% had dysthymia (all using DSM-III 
criteria), Evaluation was completed by 1010 patients at week 
three and by 812 at week eight. At baseline, the average 
number of panic attacks per week was seven, more than 
half being spontaneous. The average percentage of tume 
with anticipatory anxiety was 43%, and mean overall 
phobia score on a 0-10 scale was 6.1. Average score on 
the HRSD was 14.1 and on the HRSA was 21.3. Overall 
work and social disability on a scale of 1-5 was 3.8. 
Each of the 12 centres contributed approximately 90 
subjects. There were no significant differences between sites 
as regards age and sex distributions nor age of onset of 





Table 1 
Marks-Sheehan Phobla Scale. item composite scores at 
baseline 
item Mean s.d. 
Agoraphobia 
(A1) Going far from home alone 88 80 
(A2) Travelling in buses, subways, trains 
or cars 83 7.7 
(A3) Crowded places 9.1 7.3 
(A4) Large open spaces 34 80 
(A5) Feeling trapped or caught m closed 
spaces 74 74 
(A6) Being left alone 6.6 7,4 
lliness phobia 
(11) The thought of physical injury or illness 65 86 
(12) Hearing or reading about health topics 
or disease 6.1 6.4 
Social phobia 


($1) Eating, drinking or writing in public 3.9 6.2 
(S2) Being watched or being the focus of 


attention 47 86.6 
($3) Bemg with others because you are 
self-conscious 3.9 58 
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illness. There were some variations in baseline symptoms 
between centres which probably reflected differing levels 
Of severity. Generally, the pattern of symptoms was similar. 
Differences between centres in this large internacional study 
will be reported in detail elsewhere. 


Results 


Table 1 gives the baseline MSPS average item scores; the 
agoraphobia items, A1—A6, are highest. The inter-item 
correlations are highest between items in the same phobia 
subgroups (generally 0.4-0.6) and low between sub- 
groups (0.1-0.3). 

Table 2 shows the principal-components analysis of the 
MSPS items. The first three principal components explain 
67% of the variance. Of this, 40% is in the first component, 
which has all items loaded above 0.24, but only agoraphobia 
items above 0.3. Component 2 has only social phobia items 
(S1-S3) positive, and these are the highest items in absolute 
magnitude. Component 3 has illness phobia (I1, I2) positive 
and dominant. (Component 4 has an eigen value less than 
1 but was included for interest because it is dominated by 
a single item, A4 - large open spaces.) 

The correlations of log total panic attacks (LTPA) with 
the MSPS item scores at baseline are remarkable for being 
uniformly low, ranging from 0.09 to 0.19. If LTPA is added 
to the principal-components analysis of the MSPS items, 
it appears as a separate component, number 4 (eigen value 
0.9, 7.2% of variance), and does not contribute significantly 
to the first three components. 


MSPS and SCL-90 subscale correlations, principal- 
components analysis, disability scores and MSPS outcome 


The MSPS collapses into three subscales, agoraphobia 
(AP), illness phobia (IP) and social phobia (SP) by 
subtotalling the relevant items. Principal-components 
analysis was performed for these subsca'es plus log 
situational panic attacks (LSiPA), log spontaneous panic 


Table 2 
MSPS-item composite scores at baselina: 
components analysis 


principal- 


Component Component Component Component 





1 2 3 4 
Eigen value 44 12 1.2 0.8 
% vanance 39.8 15.8 11.2 5.7 
Al 0.35 -0.24 | -0.2 -0.13 
A2 0.36 -0.00 | -0.6 -0.07 
A3 0.36 -0.02  -0.29 0.04 
A4 0.30 -0.07 | -024 0 79 
A5 0.33 -0.15 0.02 -0.25 
A6 0.31 -0.30 0.06 -0.45 
n 0.27 -0.20 0.56 0.07 
12 0.25 ~0.17 0.58 0.26 
$1 0.24 0.48 0.0:  -0.13 
S2 0.26 0.52 010 -0.10 
$3 0.28 0.49 0.16 0.04 
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attacks (LSpPA) and the SCL-90 phobia anxiety and 
interpersonal sensitivity subscales (SCL-90PhA, SCL~90D). 
LSpPA and LSiPA have very low correlations with all other 
parameters. Correlations between MSPS subscales reflect 
the inter-item correlations. SP correlates best with SCL- 
90I and AP with SCL-90PhA, but these are still modest 
correlations, at 0.53 and 0.46. 

Only two components have eigen values greater than 1; 
they account for 55% of the variance. Component 1 (40%) 
is a global severity factor with LSpPA being a smaller 
contributor here but loading 0.93 in component 2 (15%). 
Component 3 (13%) has an eigen value of only 0.9 but has 
an interesting bipolar structure with AP (0.41) and IP (0.73) 
v. SP (—0.31) and SCL-901I (— 0.38). 

Using the same parameters, linear-regression analyses 
were done for the disability scores. For the overall disability 
score, SCL-90PhA, AP and SP are all significant 
statistically (P<0.001). For the separate disability scores 
LSpPA is significant for both work and family dis- 
ability (P« 0.001), whereas LSiPA is for social disability 
(P«0.001). AP (P« 0.001) and SCL-90PhA (P« 0.001) 
are significant for all those separate disabilities and SP is 
for social disability only (P<0.001). (Probability for T 
> observed value for hypothesis parameter estimate -0.) 

Good panic responders were defined as having zero panic 
attacks at both weeks six and eight and a physician's global 
improvement score of eight or more at week eight (m= 355). 
For this group, mean MSPS item scores at baseline are 
approximately 10% less than for the whole study group for 
Al-A6, the same for I1-I2, and 25% less for 81-83. Scores 
at eight weeks are about 25% of baseline value for all items. 
The rank order, by size, of the score remains essentially 
unchanged from baseline to week eight. 


Discussion 


Principal-components analysis of the MSPS items 
defines three factors, agoraphobia, social phobia, 
and illness phobia, confirming this classification. 
However, all items for social and illness phobia load 
positively, at lower levels, in the first, agoraphobia 
component. This suggests that the agoraphobia 
commonly seen in panic disorder may be a more 
general phobic syndrome (tendency to avoid), not 
restricted to typically agoraphobic situations. 

The correlations between the MSPS subscale totals 
are very similar to those reported by van Zuuren 
(1988) for the related Fear Questionnaire in 143 
phobic out-patients. 

The study population is multinational. Although 
cross-cultural studies of phobias have been relatively 
few, Marks (1986) concludes that the cross-cultural 
similarities easily outweigh the differences. We have 
not included fears of sexual and aggressive scenes, 
which may be particularly sensitive to cultural 
variation (Arrindell et al, 1987). 

Simple phobia was diagnosed in 28% of this 
sample but its scoring on the MSPS could not easily 
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be distinguished. Argyle & Roth (1990) found that 
half the simple phobias in panic disorder had 
childhood onset and half had onset associated with 
the onset of panic disorder. Some isolated phobias 
such as fear of heights or driving may be thought 
of as related to agoraphobia and not diagnosed if 
this is present. Others, such as fear of a specific 
illness, may be related to illness phobia. (Social 
phobia, of course, includes isolated fears such as 
writing or eating in public, but those would not be 
diagnosed as simple phobias.) 

Illness phobia is rated by only two items in the 
MSPS and these do not cover the range of blood, 
needle and hospital fears which are typical of 
illiess/injury phobias. The illness phobia seen in this 
sample correlates only moderately with agoraphobia 
but may be related to fear of being ill and 
incapacitated far from safety as well as fear of illness 
itself. 

Principal-components analysis alone is not an ideal 
method to validate diagnostic classification but is 
useful in the analysis of these phobia item scores 
because (a) diagnoses are restricted by the DSM-III 
hierarchy, and (b) scores lower than those seen with 
a full diagnosis may be important. Ás the MSPS 
originates from factor analysis the emergence of clear 
factors merely confirms that the scale is useful in 
panic disorder. A more interesting analysis would 
require data from a longer and more general list of 
phobic situations. 


Relationship of phobias to panic attacks 


When correlations with panic attacks are examined, 
log total panic attacks has minimal correlation with 
any phobia items and appears separately in a 
principal-components analysis. Splitting panic into 
spontaneous and situational shows little correlation 
for either with the phobia subscales. Spontaneous 
attacks appear separately in a principal-components 
analysis, while situational attacks do contribute to 
the global severity component. 

As Craske & Barlow (1988) review, phobic 
avoidance is a response to the anticipation of panic; 
it is determined by several cognitive factors, and is 
not simply a function of panic severity and 
frequency. 

The lack of association between panic attacks and 
agoraphobia is surprising but could be explained by 
the changing nature of panic disorder, with agora- 
phobia being a later stage which comes after the stage 
of many attacks. Another cause of low correlation 
could be an effect of the entry criteria, requiring one 
, panic attack per week, leading to clumping of scores. 
However, the mean number was seven per week and 
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the logarithmic mean five per week, both of which 
are well above this threshold. If diagnoses are used 
rather than item scores, the subgroup with a 
diagnosis of agoraphobia does have significantly 
more attacks, but the absolute difference is small (an 
average of 8.4 per week with agoraphobia, 7.2 per 
week with uncomplicated panic disorder). A diagnosis 
of social phobia is not associated with more attacks, 

but with agoraphobia. 

Fear of open spaces comes out as a lower scoring 
but somewhat distinct item from the agoraphobic 
subgroup. It would be interesting to see if it was 
associated with different panic attack symptoms such 
as dizziness or depersonalisation. It may be less 
concerned with safety and having help nearby and 
does have an opposite sign to ‘fear of being alone’ 
in component 4 of the principal-components analysis, 
which it dominates. 

For the disability scores, situational panic attacks 
are significant only for social disability, not for 
family or work; agoraphobia and SCL-90PhA, are 
significant for all these. It could be argued that social 
occasions involve travel and new places as well as 
social performance, and the situational panic attacks 
relate to this agoraphobia aspect. But the correlation 
of total panic attacks is no higher with agoraphobia 
items than it is with social phobia. This supports the 
importance of panic attacks in social phobia as well 
as agoraphobia. 

Many patients report they are afraid in social 
situations of having a panic attack, and of being 
helpless, and of being embarrassed and under 
scrutiny. They do not, therefore, differentiate well 
between agoraphobic and social phobic concerns. 
The different aspects of their fear may conflict as 
to whether they feel more or less comfortable with 
a companion. This is reflected in component 2 of 
the analysis of MSPS items; social phobia items (see 
Table 2) have an opposite sign to fear of being alone. 
To exclude a diagnosis of social phobia because of 
the fear of panic is questionable. It is argued that 
whereas anxiety and panic attacks inevitably occur 
in social or simple phobia, they are only more likely 
in agoraphobia when in the phobic situation. This 
may be true for classic simple phobias and isolated 
specific social phobias such as writing phobia. It is 
not so for less specific social phobias. 

Response to treatment of panic attacks is associated 
with all phobic items improving uniformly over an 
eight week trial; there is no specific agoraphobia 
response. 

If it is accepted that panic attacks may become 
associated with social, illness and perhaps simple 
phobias in the same way they become associated with 
agoraphobia, it does not seem sensible to allow the 
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concurrent diagnosis of agoraphobia, with, or as part 
of, panic disorder, but to restrict the diagnosis of 
other phobias by giving panic disorder precedence. 
Particularly for researchers, restricting these other 
diagnoses will obscure possibly important aspects of 
panic disorder. Why panic attacks lead to phobic 
avoidance in some patients but not others is one such 
aspect. Pre-existing phobic or dependency traits or 
phobic illness are obvious factors to look at. Social 
phobia may be especially important because it has 
an early age of onset and leads to significant 
restriction of functioning. Thyer et al (1985) have 
previously suggested that it may be the individuals who 
are more conscious of embarrassment, humiliation 
or scrutiny by others that are more likely to progress 
from pure panic disorder to panic plus agoraphobia. 

The focus of this paper is phobia in patients with 
current panic attacks. It would be of in-erest to see 
if panic disorder patients not currently panicking 
showed similar results. Because the -elationship 
between panic disorder and a phobic avoidance 
remains a matter for dispute (Craske & Barlow, 
1988), the definition of a group with panic disorder 
who are not panicking is problematic. For example, 
how long after their last panic does a person continue 
to be labelled as having panic disorde-? 

Another possible restriction to the generalisability 
of our findings is the exclusion of patients in whom 
major depression was primary either in onset or 
severity for the current episode. Depression is 
recognised as having an association with more severe 
agoraphobia. However, despite this exclusion, our 
study population had a fairly high degree of 
depression, as measured by diagnosis of major 
depressive episode, 16%, and average HRSD score 
of 14.1. 

In conclusion, in panic disorder patients with 
current panic attacks, the classification of phobias 
into agoraphobia, social phobia, and i:Iness phobia 
is validated. The agoraphobic syndrome is less 
well demarcated from the other phobias and might 
be a composite of a number of phobias. Within 
agoraphobia, fear of open spaces may be distinct. 
Agoraphobia is the commonest type of phobia but 
otherwise does not have a unique relationship to 
panic attacks. 'The diagnosis of other phobias should 
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not be excluded by the presence of panic disorder. 
Future research should pay closer attention to 
the role of social phobia, whose relationship to 
agoraphobia is complex. 
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Long-Term Outcome in Early-Onset Anorexia Nervosa 


GERALDINE WALFORD and NOEL McCUNE 


Fifteen children who developed anorexia nervosa aged 13 years or less were followed up at 
least three years later (mean 5.3 years). Outcome measures included the Morgan & Russell 
Outcome Schedule and the PSE. The general outcome was good in seven, intermediate in 
four, and poor In four, one of whom had died. A high incidence of psychlatric symptoms at 
follow-up, which has been suggested in other studies, was not confirmed in the 11 subjects 
who completed the PSE. Where onset was very early (11 years and under) and where hospital 
stay was prolonged, outcome tended to be poor. 


Early-onset anorexia nervosa continues to present a 
diagnostic and therapeutic challenge to all concerned 
with the physical and mental well-being of children 
and young adults. Although the disorder most 
commonly arises in middle adolescence, 16-18 years 
(Dally, 1969; Morgan & Russell, 1975; Szmukler ef al, 
1986), child psychiatrists are recognising increasing 
numbers of cases commencing in childhood, a point 
emphasised by several recent studies of early-onset 
anorexia nervosa (Jacobs & Isaacs, 1986; Fosson ef al, 
1987; Bryant-Waugh ef al, 1988). Atypical presentation 
and lack of awareness of the existence of the 
condition in prepubertal children, particularly boys, 
may lead to delay in referral, diagnosis and treatment 
(Jacobs & Isaacs, 1986; Fosson et al, 1987). Jacobs 
& Isaacs (1986) found that the duration of illness 
before presentation in their prepubertal group was 
nearly double that of their post-pubertal group. Early 
recognition and prompt treatment are particularly 
important in younger children because of the risk of 
impaired physical growth and sexual development 
in those cases persisting through puberty and into 
adult life (Russell, 1985). 

. There is little to distinguish rigorously defined 
early-onset anorexia nervosa from the classical 
syndrome commonly seen in older adolescents and 
young adults, and recent publications suggest that 
the long-term outcome is similar for both (Swift, 
1982; Hawley, 1985). Psychiatric symptoms at 
follow-up have been often found in these studies and 
others (Hsu, 1980). Depressive and obsessive- 
compulsive features, and social phobias occur 
commonly. Psychosis is found in up to 10% of cases. 
Comparisons between studies are difficult, as 
different measures have been used to assess psy- 


chiatric morbidity. The use of a structured, _ 


standardised psychiatric interview, such as the 
Present State Examination (PSE; Wing et al, 1974), 
would allow direct comparisons between studies to 
be made more easily. 


In view of the significant long-term morbidity and 
mortality of anorexia nervosa and the distress and 
disruption it causes to both individuals and families, 
thorough follow-up studies of cases provide a 
valuable aid to our understanding of this illness. We 
describe below 15 cases of anorexia nervosa admitted 
to an in-patient unit between the years 1976 and 1987. 
We looked firstly at demographic and clinical 
features of the initial illness, and secondly at our 
findings on follow-up three or more years later. 


Method 


The subjects were 15 consecutive patients with anorexia 
nervosa admitted to an in-patient unit during the years 
1976-87. All subjects were aged 13 or under at the time 
of onset of symptoms. For the purposes of this study, 
information on the initial illness was obtained by retro- 
spective analysis of clinical notes. We used the diagnostic 
criteria for anorexia nervosa described by Bryant-Waugh 
et al (1987) which were modified from Morgan & Russell 
(1975): 


(a) determined food avoidance 
(b) weight loss or failure to gain weight during the period 
of pre-adolescent accelerated growth (10-14 years) 
in the absence of any physical or mental illness 
(c) any two or more of the following 
G) preoccupation with body weight 
Gi) preoccupation with energy intake 
(iii) distorted body image 
(v) fear of fatness 
(v) self-induced vomiting 
(vi) excessive exercising 
(vii) purging (laxative abuse) 


At follow-up, three years or more had elapsed since referral 
of the patient to a child psychiatrist for treatment. 

We contacted the general practitioners of all patients to 
inform them of the study, to ask permission to contact their 
patient and to ascertain if there were any current medical 
or psychiatric problems. A letter was sent out to the 
14 surviving subjects inviting them to come for inter- 
view. Initially we received ten replies agreeing to interview. 
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Table 1 
Clinica; features during first admission 
Case Sex Age: Weight: Depressed Excessive Distorted Marked Self4nduced ^ Bingeing Hiding food 
years herght mood exercises body image — fear of vomiting 
ratio: 96 
1 F 9.3 59 + - + + - - - 
2 F 9.8 76 * + + - - - - 
3 M 10.5 93 - t + + - - - 
4 F 11.6 78 - "= + + - - - 
5 F 12.1 79 * - + + - - - 
6 F 12.1 64 + - - - - - - 
7 F 12.1 85 +! + + + - = = 
8 F 12.3 70 - + + + - - + 
9 M 12.8 68 - + + - - - + 
10 F 12.7 67 - - + + - - - 
11 F 13.1 83 + + - * - - - 
12 F 13.9 62 - - * + - - - 
13 M 14.1 80 +! + - + + - - 
14 F 14.4 76 - - - + + - + 
16 F 14.8 71 + + - - + - 


1. Suicidal ideation. 


The four who failed to reply were subsequently contacted 
by telephone and then agreed to be interviewed. 
Assessment of outcome was made using 


(a) the Morgan-Russell standard outcome schedule and 
scales (Morgan & Russell, 1975) adapted for young 
teenagers 

(b) the Present State Examination (PSE; Wing, 1974). 


Corroborative data were gleaned from semi-structured 
interviews with parents or boyfriends, either face to face 
or by telephone. 


Results 


There were 12 girls and 3 boys. Eight children were 
prepubertal and seven pubertal. The mean age of onset of 
symptoms was 11.9 years (range 8.3-13.9). The mean age 
at time of referral was 12.4 years (range 9.3-14.6). The 
mean duration of symptoms before referral was 6 months 
(range 3-12 months). There were no trends evident in the 
ordinal positions of the subjects in their families. 

Clinical features during the first admission are shown in 
Table 1. 

In three cases the illness followed immediately on from 
a flu-like illness. Although such presentation initially 
clouded the diagnosis in each of these cases, the children 
went on to develop clear-cut features of anorexia nervosa, 

In seven cases the children themselves were able to relate 
the onset of their illness to comments made by others about 
their weight. All of these children had been, by their parents’ 
account, at least slightly overweight before the onset of 
symptoms. ' 

At the time of referral all 15 children were avoiding food. 
Thirteen had a significant weight loss, with weight:height 
ratios (using Tanner-Whitehouse standards) of between 
58% and 80%. Two children had ratios abcve this — 85% 
and 93%. zY 


Eight children were exercising excessively and eleven had 
a distorted body image. Eleven had marked fear of fatness 
and three were hiding food. Two of the 14-year-olds had 
self-induced vomiting and another 14-year-old was bingeing. 
Seven children had depressed mood; two of these had 
suicidal ideation. 

Treatment in hospital included: a behavioural programme 
for re-feeding until an appropriate weight for age, sex, and 
height was reached; individual psychotherapy with the child; 
and family therapy. Medication was used for short periods 
in four patients (chlorpromazine, maximum dose 75 mg 
daily). In the late 1970s, when these four subjects were in- 
patients, tranquillisers, especially chlorpromazine, were 
sometimes used to reduce agitation and anxiety about eating 
during the initial stages of in-patient treatment. This is no 
longer common practice. 

The mean duration of first admission was 4.4 months 
(range 1.5-15 months). 

There was a family history of mental illness in the 
immediate families of five children. In eight families, 
the father was either absent or inaccessible: one father was 
dead, another was dying of motor neurone disease, two had 
separated from their wives, two were absent for long periods 
while working abroad (mostly in the Middle East), one was 
described as a ‘workaholic’, always away working, and one 
was an alcoholic and described as ‘emotionally inaccessible’. 
Eleven children were noted to be very conscientious and 
were described as ‘hard workers’ at school; four of these 
were considered very bright and were at or near the top 
of the class. Socially, six children were described as having 
few or no friends. 


Follow-up 


All 15 children were traced. One boy had died aged 19 as 
a direct result of anorexia nervosa (see appendix (case 3)). 
The Morgan-Russell Outcome Schedule was completed 
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Table 2 
Overall outcome 
Case Sex Ageon  Self-rating Average outcome’ General outcome? Psychiatnc Psychiatric 
admission: i symptoms on outcoma 
years PSE 
1 F 9.3 Recovered Intermediate Poor No score In treatment for 
i anorexia nervosa 
2 F 9.8 Improved Poor Intermediate Schizophrenic In treatment for 
psychosis schizophrenic iliness 
3 M 10.5 (Died) Poor Poor Dred Remained m treatment 
for anorexia nervosa 
until death 
4 F 11.6 Recovered Good "Good No score - 
5 F 12.1 Recovered Good Good No score - 
6 F 12.1 Recovered Good Good: Self- 
j ‘ dapreciation 
7 F 12.1 Improved Good Good . Refused PSE - 
F i 12.3 Static Intermediate Poor ' Neurotic In treatment for 
I depression anorexia nervosa 
9 M 12.6 Recovered Good Good Refused PSE Parent’s account 
S suggested social 
phobia 
10 F 12.7 Recovered Good Poor No score - 
11 F 13.1 Improved Good Intermediate Self- - 
E depreciation 
12 F 13.9 Improved Good Intermediate Refused PSE - 
13 M 14.1 Recovered Good Good Self- - 
depreciation 
14 F 14.4 Recovered Good Good No score 
16 F 14.6 Recovered Intermediate Intermediate No score 


1. Average of all five Morgan-Russell scales. 
2. Body weight+ menstrual function. 


on the 14 remaining young people. The PSE was completed 
on 11 of the subjects; in the remaining three cases, there 
was reluctance, on the part of the subject or the parents, 
for the subject to undergo a detailed psychiatric interview. 

The mean age at follow-up was 17.7 years (range 
14.3-24.2) with a mean follow-up period of 5.3 years (range 
3.0-14.4). The outcome in terms of weight was good in ten 
subjects (6699), who were within 15% of average body 
weight during the preceding six months. However, worry 
about weight and dietary restriction at least half of the time 
was admitted to by six; this included four whose weight 
was good. Binge eating was a feature in two of these four, 
but none indulged in vomiting after meals. Two whose 
weight was poor did not admit to any worry about weight 
or dietary restrictions. The two surviving boys had normal 
eating patterns and good weight but had a keen interest 
in physical fitness, which in one verged on a preoccupation 
with body-building and concern about muscle size. 

The menstrual outcome for the 12 female subjects 
revealed regular menstruation in six (50%) and irregular 
menstruation in a further two (17%). Three 15-year-olds 
had not yet started menstruating and one 23-year-old had 
primary amenorrhoea. 

The occupational outcome was good, with 12 of the 14 
surviving subjects interviewed appropriately placed in 
employment or continuing education, or regular in their 
attendance at school. 


Psychosexual outcome was somewhat less satisfactory, 
with two expressing fears of sexual relationships and actively 
avoiding them (both of these had good weight). Three 
expressed disinterest in sexual relationships. Of the six 
subjects who were over 18 at the time of follow-up, none 
were married, although three were engaged to be married, 
with plans to marry within a year. All but one of the 14 
were still living with parents, but while four envisaged some 
difficulties in emancipation they did not foresee these as 
insurmountable. 

At the time of follow-up, six had required further in- 
patient treatment after their first admission. Only three 
subjects were in continuing psychiatric care, two with a 
diagnosis of anorexia nervosa and one with diagnosis of 
schizophrenia. When asked to rate their own progress, nine 
(64%) claimed to have recovered and four (28%) thought 
they had improved. The nine who claimed to have recovered 
included two. whose weight outcome was poor. 

On the Morgan-Russell scales (see Table 2), 'general 
outcome', which provides a combined measure of weight 
and menstrual functioning, showed seven (47%) with a 
good outcome, four (27%) with an intermediate outcome 
and four (27%) with a poor outcome. The boy who died 
was included in the poor-outcome category. The ‘average 
outcome' scale, which includes an estimation of nutritional, 
menstrual, mental, sexual, and social functioning, showed 
ten with a good outcome, three with an intermediate 


386 


outcome and two with a poor outcome. Two of the subjects 
were growth-retarded. 


Psychiatric outcome 


The PSE is intended for use with adult sub:ects and is 
therefore suitable for young people aged 16 yea-s and over. 
The mean age at follow-up of the 11 subjects who completed 
the PSE was 21.1 years (range 14.3-24.2 yenrs). Three 
subjects were under 16 years, and use of the PSE would 
depend on their ability both to understand tbe questions 
asked and to qualify and quantify their symotoms. The 
interviewers felt that all three subjects were clearly able to 
do this. 

Of the 11 subjects who completed the PSE, six did not 
score on any of the items. One woman, aged 24 years, had 
been given a diagnosis of schizophrenic psychcsis, and the 
PSE confirmed this. A girl, aged 15.3 years, who was 
receiving intensive in-patient treatment for anorexia nervosa 
scored on 11 non-psychotic items, including depressed 
mood, irntability, worrying and self-depreciation and a 
diagnosis of neurotic depression was made. Three subjects 
were rated (1) on the item ‘self-depreciation’ (i.e. feeling 
mferior to others) but had no other psychiatric symptoms. 
The parents of the three subjects who did not complete the 
PSE all agreed to be interviewed in person: from the detailed 
accounts they all gave of their children, our impression was 
that two of these subjects probably had no psychiatric 
symptoms and that the remaining subject vas socially 
phobic. Of the 14 surviving subjects, only the girl diagnosed 
as schizophrenic had had a psychiatric referral for 
symptoms other than those of anorexia nervosa. 

Overall, we judged that ten subjects (67%) had a good 
psychiatric outcome and five (3399) had some psychological 
disturbance, which was manifested by their scoring 
significantly on the PSE and/or remaining in psychiatric 
treatment, or, in case 9, by an account from the parents 
of marked symptoms of social unease. (We heve included 
the boy who died as continuing in psychiatric care.) Details 
are given in Table 2. 

Only six subjects rated themselves as recovered and had a 
good general and average outcome. Of these, one had 
refused to complete the PSE (the parents’ account suggested 
this was a case of social phobia) and two had expressed 
marked feelings of inferiority (self-depreciatian) and were 
still preoccupied with body weight or appearance. 


Discussion 


In its early stages, anorexia nervosa in children can 
be a difficult diagnosis to make with certainty. 
Refusal to eat and weight loss are relatively common 
symptoms, but without the accompanying fear of 
fatness, distorted body image, preoccupation with 
diet and weight, etc., the diagnosis cannot be made 
with certainty. Initially, some children will deny such 
preoccupations, insisting that they feel nzuseated or 
develop abdominal pains when they eat. Usually, 
however, the true picture will emerge within a few 
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weeks of referral, and a definite diagnosis can be 
made. 

As Treasure & Thompson (1988) have commented, 
using the criteria of Bryant-Waugh ef al (1988) the 
presence of the specific anorectic psychopathology 
is optional rather than necessary for the diagnosis. 
In all but one case, the specific psychopathology was 
clearly present during the first admission (see Table 
2, case 6). The case notes of this subject indicated 
that her illness had been precipitated by a classroom 
weighing, when she was found to be the second 
heaviest in the class, but evidence of overt anorectic 
psychopathology was lacking. At follow-up the 
subject gave a clear history of longstanding fear of 
fatness, with continued dieting and laxative abuse 
in order to lose weight. This case illustrates the 
difficulties of retrospective confirmation of diagnosis 
and the importance of following up all cases of 
suspected anorexia. False negatives as well as false 
positives will lead to distortion of the overall outcome 
in anorexia nervosa. 

In common with Jacobs & Isaacs (1986), we did 
not use a defining-weight criterion, agreeing with 
them that there are no valid data available for 
prepubertal anorectic children. Irwin (1981) argues 
that a prepubertal child will have a smaller percentage 
of total body fat than her 16-year-old counterpart; 
hence the 25% total weight loss required by DSM- 
Ill criteria for a diagnosis of anorexia nervosa may 
be unrealistic, and he recommends a revision of these 
criteria for younger children. 

The follow-up period has been variously set at 
four years from ‘discharge’ (Morgan & Russell, 
1975), three years from discharge (Hawley, 1985) 
and two years from ‘completion of treatment’ 
(Bryant-Waugh ef a/, 1988). We followed our group 
from time of first referral to a child psychiatrist, as 
this seemed a more logical starting point in a 
syndrome which frequently runs a protracted clinical 
course and where discharge is not necessarily 
synonymous with cure. However, for the sake of 
comparison with other studies, it should be noted 
that in all but two of our cases the follow-up 
period was more than three years from discharge 
from hospital. 


Outcome 


Anorexia nervosa is relatively rare in younger 
children and so it may be difficult for any single 
centre to accumulate significant numbers of cases. 
Also, as Bryant-Waugh et al (1988) state, it 
is a difficult illness about which to obtain accurate 
information over a long period. We found 
anxiety about talking over their previous experience 
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in those co-operating with the study, although they 
felt afterwards that it had been helpful to talk. 

Our findings were broadly consistent with the 
findings of other outcome studies of younger-onset 
cases in a number of areas. The percentage of males 
in the group (20%) was similar to that in the studies 
by Hawley (1985) (19%) and Bryant-Waugh et al 
(1988) (23%). The general-outcome category (Morgan 
& Russell, 1975) indicated a good outcome for 47% 
of our subjects, compared with 50% with a good 
outcome in Hawley’s (1985) study and 48% in 
Jenkins's (1987) study. 

The finding of two subjects who were growth- 
retarded -one male, one female -is a cause for 
concern which has been previously noted (Russell, 
1985). Our finding of regular menstruation in 50% 
of our subjects is similar to the findings of Bryant- 
Waught ef al (1988) and Hawley (1985), who found 
regular menstruation in 55% and 60% respectively. 

A good occupational outcome in 80% of subjects 
compares with 72% of subjects in Hawley's study 
(1985) in regular employment or continuing education. 
In our study, 73% of the subjects had a good 
psychosexual outcome. This is higher than the 50% 
found both by Hawley (1985) and by Bryant-Waugh 
et al (1988). This discrepancy may be due to the 
difficulties in assessing the psychosexual outcome in 
younger subjects. 

Although some studies have reported a high 
incidence of psychiatric symptoms at follow-up, few 
have used a structured, standardised and compre- 
hensive psychiatric interview. In this study, using the 
PSE we were interested to find a significant but 
somewhat lower psychological morbidity. 

It was of interest that the four subjects who scored 
on the self-depreciation item were also still pre- 
occupied with body weight or appearance. Three 
were girls, who also rated on the Morgan- Russell 
scales as worrying about weight more than half the 
time and eating an irregular diet at least half the time. 
The fourth was the boy who was concerned about 
muscle size not being big enough but who denied 
worry about body weight. Bodily appearance and 
self-esteem are clearly closely related in all adolescents 
but perhaps more strongly for those who have 
suffered from anorexia nervosa. 

A recent study on body-shape dissatisfaction in 
school children (Salmons ef al, 1988) suggested that 
primary prevention of eating disorders should focus 
on education in positive attitudes to individuality of 
shape and sensible eating choices. In particular in 
schools there could be an emphasis on helping 
children resist cultural pressures for very thin shape 
and to accept the biological normal range of sizes 
and shapes. We would support this in the light of 
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our finding that in at least three of the cases the 
trigger for onset of symptoms was class discussion 
about weight. 

The finding that one of our subjects had died as 
a direct result of the illness is consistent with the 
range of mortality rates (0-18%) found in other 
studies (Swift, 1982). The appendix gives a brief case 
history of this subject, and of the subject who was 
psychotic at follow-up. Both were under 11 at the 
onset of illness and it is of note that the one other 
subject in the study whose illness began before 11 
had a poor outcome on the general-outcome scale 
and was still in treatment for anorexia nervosa. 
However, this girl was also the youngest subject 
followed up and was still in the throes of adolescence. 
Some subjects in their twenties who had a satisfactory 
outcome recalled still being ill at 17 or 18. There was 
no association with prognosis evident for social class, 
sex, weight at referral, length of illness prior to 
presentation, or clinical features. Bryant-Waugh ef 
al, in a larger study, reported a poor prognosis 
associated with age of onset under 11, and our findings 
would seem to support this association. They also 
found an association between longer duration of 
hospital admission and poor outcome. Again, their 
was a tendency for this to be so in our study. 

Provided that weight loss is not life-threatening, 
children with anorexia may be adequately managed 
without hospital admission. Those who are admitted 
to hospital usually require a programme to restore 
weight, but prolonged admission may contribute to 
poor outcome. Russell et al (1987) postulated that 
the superiority of family therapy over individual 
therapy in younger anorectic patients might in part 
have been related to its ability to help parents 


. overcome their sense of failure and regain control 


over their child's eating. Could it be that prolonged 
time in hospital has the opposite effect on parents ~ 
to demoralise and de-skill and so contribute to the 
poor prognosis hinted at in this study and that of 
Bryant-Waugh et al (1988)? 

A significant component of in-patient treatment 
is the behavioural approach to weight restoration. 
Bruch (1978) claimed that a coercive regime of weight 
restoration leads to the development of compulsive 
binge eating and vomiting. There was no evidence 
to support this claim in our subjects at follow-up. 
However, the conflict with staff over eating was 
experienced as difficult by many of our subjects. The 
suggestion by Yellowlees et al (1988) that when 
anorectics are given behavioural therapy as in- 
patients they might start eating more easily if their 
food were presented as small, frequent meals on 
larger than normal plates, might make the experience 
of therapy less fraught for patients and staff. 
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Case 2 


R presented at 9.7 years with a five-month history of 
refusing to eat more than minute portions of food, and on 
admission she weighed less than 75% of expected weight 
for age and height. She was obsessed with the content of 
food and wished to be so slim as to be able to wear a very 
tight belt. She had spent long periods of time weighing 
herself each day after meals, but there was no evidence that 
she had induced vomiting. She also exercised excessively. 

She had first thought she was too heavy after being 
weighed in school along with other children, and had started 
dieting following thus. She had a high IQ (WISC 142 full 
scale) but was extremely anxious about whether she was 
doing enough work in school, constantly seeking reassurance 
from her teachers. 

She was close to her father, and said she could talk to 
him about anything. She was described by her mother as 
atomboy, and others commented that she seemed to want 
to be masculine. She did not interact well with her peer 
group, behaving more like an organising adult than 
participating at an age-appropriate level. She said, ‘‘I like 
to be mature because immature people are sinful.” 

There was a family history of mental illness: her mother 
had suffered from unipolar depressive illnesses and her 
brother.subsequently developed a psychotic illness at the 
age of 18. 

Weight gain was slow, with frequent relapses, but she 
was eventually discharged after 15 months, aged 11. She 
went to grammar school, where she gained exzellent grades 
&t O level. At 16, she suffered her first schizophrenic 
breakdown, while staying with a foreign family abroad for 
the summer months. She had a further, similar, breakdown 
at 19, when she was at the end of her first term. at university, 
and again at 23, when her schizophrenic symptoms included 
delusions of control, thought block and thought broadcast. 
She also on this occasion had a recurrence of her anorectic 
symptoms, with marked dieting and significant weight loss. 
She was being treated with phenothiazines. 


Case 3 


E presented at 10.7 years with a four-month history of 
dieting, weight loss and excessive exercising. He had recently 
started playing football at school and felt that he would 
play better if he was thinner. He thought his legs were 
“much fatter” than other boys’ legs and stated that he did 
not want to be ‘‘a big fat boy”. 

During E’s mother’s pregnancy with E, her younger 
brother had developed Hodgkin’s disease, ard he died, thin 
and wasted, three days after E’s birth. A family myth 
developed in later years that E, his namesake, would die 
young as his uncle had. At the age of ten, E commented 
on his uncle’s early death, ‘‘Wasn’t it happy for uncle”, 
and talked of dying himself. 

His parents described E as a sad-looking and difficult 
child who always felt he was being picked on. Father 
admitted that he found it difficult to get on with him. E 
was academically average but worked extremely hard. 
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He was called ‘dwarf’ at school because of his short 
stature, and had yellow-stained teeth, due to tetracyclines, 
about which he felt very sensitive. He had few friends at 
school. 

Admission height was 127 cm (on the third percentile) 
and he weighed 22.5 kg (below the third percentile). Both 
parents were short. 

From the outset, E proved very difficult to treat. He 
frequently refused food, and he manipulated his mother 
at every available opportunity, pleading with her to have 
him discharged and threatening to harm himself if she 
refused. His first admission lasted for three months but he 
was quickly re-admitted as he lost weight rapidly. 

Over the next nine years he spent a very large proportion 
of his life in hospital. A pattern of extreme lack of co- 
operation with the behavioural programme was maintained. 
E would initially co-operate to a minimal degree and gain 
a little weight — sufficient to persuade his mother to have 
him discharged, against medical advice. He would lose 
weight at home and his parents would then seek to have 
him re-admitted. 

In his later teens, E's weight oscillated between 19 kg and 
31 kg, and he himself never felt comfortable above 25 kg. 
As E's disease remained chronic and unremitting, parents, 
staff and E himself seemed to accept that he would die 
young. He was never heard to declare any active suicidal 
intent, but his resignation at his probable eventual fate and 
his persistent food refusal were consistent with a wish to die. 

There was no record of his height, but staff described 
him as looking ''like a 9-year-old"' at the age of 19. He 
died, aged 19 years, weighing under 19 kg. 
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Comparison of Imaginal Desensitisation with other 
Behavioural Treatments of Pathological Gambling 
A Two- to Nine-Year Follow-up 


NATHANIEL McCONAGHY, ALEXANDER BLASZCZYNSKI and ANNA FRANKOVA 


Of 120 pathological gamblers randomly allocated to imaginal desensitisation (ID) or to other 
behavioural procedures (60 to each group, all procedures administered over one week) 63 
subjects were contacted two to nire years later. Twenty-six of the 33 who recelved ID reported 
control or cessation of gambling compared with 16 of 30 who received other behavioural 
procedures. This difference was significant, indicating ID had a specific effect additional to 
that of the other behavioural procedures. It is suggested the other procedures could be regarded 
as placebos. As the response at a mean of over five years to one week of ID is comparable 
with that reported to more Intensive therapies, after briefer follow-up, it is suggested ID is 
a cost-effective therapy for pathological gambling, and is worth considering when resources 


are limited. 


In a previous study (McConaghy et al, 1983), 10 
pathological gamblers were randomly allocated to 
receive imaginal desensitisation (ID) and 10 to 
electric-shock aversive therapy (AT). Patients who 
gambled up to AUS$10 a week for pleasure, found 
this no financial hardship, and who wished to 
continue to gamble at this level, were classified as 
showing controlled gambling. At one year follow- 
up two subjects reported cessation and five control 
of gambling following ID as compared with none 
reporting cessation and two reporting control 
following AT. The difference was statistically 
significant. Contacts confirmed the reponses of five 
of the seven subjects reporting control or cessation 
following ID and one of the two reporting control 
following AT. 

Subsequent subjects who sought treatment for 
pathological gambling continued to be randomly 
allocated, half to ID and half to a variety of other 
behavioural procedures. After 120 subjects had been 
treated, funding became available to employ a 
psychologist (AF), not previously involved in the 
study, to follow up the subjects. The present study 
compares the outcome following ID with that 
following the other procedures. 


Method 


The Behaviour Therapy Unit, sited for ten years at the 
Prince of Wales Hospital, Sydney, has for 25 years provided 
a five-day in-patient programme for subjects who report 
uncontrollable urges to carry out unacceptable sexual and 
non-sexual behaviour. The unit is known to health workers 
and referral agencies throughout the city and is regularly 
publicised in the media. Most subjects are referred by 


health workers, but a proportion is self-referred. The 
requirement of a five-day stay in hospital restricts subjects 
to those who consider their problem sufficiently serious to 
make such a commitment. 

The subjects of the present study consisted of 120 
gamblers consecutively admitted to the programme over 
the previous two to nine years. All met DSM-TII criteria for 
pathological gambling (American Psychiatric Association, 
1980): they had chronically and progressively failed to resist 
impulses to gamble and had suffered compromise, 
disruption or damage to family or personal or vocational 
pursuits from gambling. The only exclusion criterion for 
acceptance into the study was untreated active psychosis. 
All patients who commenced the five-day treatment 
programme completed it. Before treatment, subjects 
completed the Eysenck Personality Questionnaire (EPQ; 
Eysenck & Eysenck, 1975), the State-Trait Anxiety 
Inventory (STAI; Spielberger et al, 1970) and the Symptom 
Checklist-90 (SCL-90; Derogatis, 1977). 

Two to nine years after receiving the behavioural 
procedures, subjects were requested by letter to consent to 
be interviewed by AF, to provide information concerning 
their response to treatment. Thirty-three could not be 
contacted, 13 refused consent, three had died from natural 
causes, four had left the state, and two were in gaol. 
Relatives refused access to two, in one case stating the 
subject had ceased gambling but they did not wish to revive 
past issues. Thus 57 subjects (54 men, 3 women) were not 
available for follow-up. Their mean age was 42 years. 
The 63 subjects followed up (55 men, 8 women) had a 
mean age of 43 years. Thirty-eight were married, 13 were 
single, 10 were divorced, two were widowed. Subjects not 
followed up did not differ significantly from those followed 
up in marital status, socioeconomic class, or in pre- 
treatment scores on the STAI, EPQ or on five subscales 
and two global distress indices of the SCL-90, Their 
pre-treaiment scores on four SCL-90 scales (anxiety, 
hostility, phobic anxiety and positive symptom total) 
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were significantly higher than the scores of the subjects 
followed up. 

At follow-up, subjects again completed the EPQ, the 
STAI and the SCL-90 and in addition the Beck Depression 
Inventory (BDI; Beck et al, 1961). Subjects were then 
administered a structured interview to obtain data con- 
cerning their gambling, financial and domestic situation, 
state of health, substance abuse, and any subsequent 
treatment. Subjects were asked to classify themselves as to 
whether they had ceased gambling, or were continuing in 
a controlled or uncontrolled form. It was suggested 
cessation be considered no gambling in the preceding month 
and for the major portion of the post-treatment period, 
and controlled gambling as gambling in the absence of a 
subjective sense of impaired control and of adverse financial 
consequences. Subjects who classified themselves as ceased 
or controlled were asked to provide a contact person to 
confirm their assessment. The mean follow-up for the 
ceased, controlled and uncontrolled gamblers was 67.1, 66.7 
and 65.5 months respectively. 


Behavioural procedures 


Of the 120 subjects, 60 had been randomly allocated to ID, 
including the 10 reported in the previous study (McConaghy 
et al, 1983), 20 to aversive therapy, including 10 reported 
in the previous study, 20 to imaginal relaxation, 10 to brief 
in-vivo exposure and 10 to prolonged in-vivo exposure. All 
procedures were administered during the five-day admission. 
All procedures other than prolonged in-vivo exposure were 
administered in sessions of about 20 minutes, two on the 
first day and three on the subsequent four days, with about 
three-hour intervals between individual sessions. Prolonged 
in-vivo exposure was administered in five daily one-hour 
sessions. 

With ID, each patient provided descriptions of four scenes 
in which he/she was stimulated to gamble but did not do 
so. A typical scene was: 


**You are going home from work and know your wife 
is away. You decide to go to the club and put a few 
dollars through the slot machines. You are about to put 
a coin in, but you feel bored. You leave without 
gambling.” 


At the commencement of the first session, patients were 
trained for about five minutes in a brief progressive 
relaxation procedure. They were then asked to signal, by 
raising an index finger, when they felt relaxed. When they 
did, they were asked to visualise performing the first 
behaviour of a scene, and to signal when they were doing 
so and felt relaxed. After 20 seconds they were asked to 
visualise performing the next behaviour in the scene, and 
so on until that scene was completed. After a minute in 
which they relaxed without visualising, the next scene was 
presented in the same manner. 

With the aversive therapy, described in more detail in 
the report of the initial study (McConaghy et al, 1983), 
patients received unpleasant but not painful electric shocks 
to the fingers after reading a series of phrases describing 
their gambling. A final phrase describing an alternative 
activity such as ‘‘going straight home” was not followed by 
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Table 1 
Number of gamblers showlng ceased, controlled and 
uncontrolled response to different behavioural procedures 
Response Behavioural procedure 
imaginal de- Aversive Imagina! /n-vrvo exposure 
sensítsation therapy relaxation bnef pro- 








longed 
Ceased 10 0 6 1 1 
Controlled 16 2 2 3 1 
Uncontrolled 7 4 8 2 2 


a shock. Patients received 36 shocks in each of the 
14 treatment sessions. With imaginal relaxation, patients 
were asked to describe four situations which they would 
find relaxing. A typical scene was lying in a hammock under 
a tree on a warm day, having a drink. They were then 
trained to relax as with ID, and when they signalled they 
were relaxed were asked to visualise the first relaxing scene. 
After visualising the scene and signalling when they were 
relaxed, they were asked to continue to visualise it for a 
few minutes. They then were asked to visualise the next 
scene. With the brief in-vivo exposure, patients accom- 
panied the therapist to a customary gambling situation and 
remained for 20 minutes observing but not gambling. 
Prolonged in-vivo exposure was similar except that the 
sessions were three times as long and given once daily. 


Results 


At follow-up, 18 subjects classified themselves as ceased, 
25 as controlled and 20 as uncontrolled gamblers. The self- 
report of one subject who classified himself as controlled 
was not confirmed by his spouse and he was allocated to 
the uncontrolled group. The number of gamblers showing 
ceased, controlled and uncontrolled outcomes relative to 
the behavioural procedure they received is given in Table 1. 

As controlled gambling was shown on the psychological 
and behavioural measures to be at least as satisfactory an 
outcome as cessation (Blaszczynski et al, 1991), these two 
responses were combined. Differences 1n response to the 
behavioural procedures other than ID were tested for 
significance by creating a two-by-four contingency table. 
The differences were not significant (x^: 1.5, d.f. =3). 
The original 120 patients had been randomly allocated, 60 
to ID and 60 to the other procedures in order to compare 
response to ID with that to the other procedures. Of the 
33 subjects followed up who received ID, 26 (79%) showed 
cessation or control. Of the 30 followed up who received 
other behavioural procedures, 16 (53%) showed cessation 
or control. This difference was statistically significant 
67 =4.58, d.f.— 1, P«0.05). The trend for ID in com- 
parison with the other procedures to produce control (16 
subjects v. 8 subjects) rather than cessation of gambling 
(10 v. 8) did not reach significance. 


Discussion 


The significantly better response to ID suggests it had 
a specific effect additional to that of the other 
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procedures. Whether any of these procedures had 
specific effects or acted as placebo theraples cannot 
be answered from this study. Aversive therapy has 
been the most frequently used behavioural therapy 
for pathological gambling, but it was shown to be 
inferior to ID in the only comparison study published 
(McConaghy et al, 1983). Greenberg & Rankin (1982) 
employed in-vivo exposure combined with real or 
fantasied aversive stimuli to treat male gamblers. 
Although relaxation has been used to treat generalised 
anxiety (Emmelkamp, 1990) and combined with 
imagery to reduce children’s anxiety about visiting 
dentists (Peterson & Harbeck, 1990), it has also been 
used as a placebo procedure in behavioural studies 
(Lang et al, 1965). In view of the small number of 
subjects receiving the different procedures, no 
conclusion can be drawn from the lack of a significant 
difference in outcome between them. In comparing 
the response to ID with the response to the other 
procedures, the most conservative decision would be 
to regard the latter as placebo procedures. 

It is generally accepted that prolonged exposure 
is superior to brief exposure (Emmelkamp, 1990). 
The brief exposure employed in the present study 
might be considered to have caused the patients 
treated with it to deteriorate. If so, it may have 
contributed more than other procedures to the poorer 
response to all the procedures compared with that 
to ID. Inspection of Table 1 demonstrates this was 
not the case: four of the six gamblers treated with 
brief exposure showed a good response compared 
with 12 of the 24 treated with the other procedures. 

The significantly better response to ID as compared 
with placebo supports the model of pathological 
gambling which led to the development of ID for 
compulsive behaviour. It was suggested (McConaghy, 
1980, 1983) that when behaviour is performed 
regularly, behavioural completion mechanisms 
(BCMs) for the behaviour are set up in the subjects 
cortex. Then, if the subject is stimulated to carry out 
the behaviour, for example by being in situations 
where he/she has carried out the behaviour in the 
past, but attempts to desist, the BCM forthe behaviour 
is activated and produces increased arousal. The 
subject may find the increase in arousal sufficiently 
aversive to feel driven to complete the behaviour 
against his/her will. An example within the experience 
of many normal people is of being called to dinner 
when carrying out some unimportant task. Rather 
than temporarily leave the task, they feel compelled 
to complete it, risking the annoyance of the caller. 

Behaviour such as sexual activities and gambling 
is intrinsically associated with much higher levels of 
excitement and arousal. It would b= expected to 
produce higher and more aversive levels of tension, if 
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not completed when stimulated. ID was predicted 
to act by training the subject to feel relaxed rather 
than aroused in response to the cues for the compul- 
sive behaviour. The fact that, unlike uncontrolled 
gamblers, the subjects who reported control or 
cessation of gambling at follow-up showed normal 
levels of trait anxiety and neuroticism (Blaszczynski 
et al, 1991) is consistent with this mode of action. 
Evidence of the effectiveness of ID in treating 
sexually compulsive behaviour has been advanced 
elsewhere (McConaghy et al, 1985, 1988). 

Although there were few significant differences 
found between the subjects followed up and those 
not followed up in the present study, it cannot be 
assumed that the responses of the two groups to the 
procedures were equivalent. In the unlikely event that 
all those not followed up continued as uncontrolled 
gamblers, the response to ID would be 26 of 60 (i.e. 
43% rather than 7999) and that to the other 
behavioural procedures would be 16 of 60 (i.e. 27% 
rather than 53%). Presumably the actual responses 
would be between these percentages. 

The worst possible outcome of a response of 43% 
of the total sainple at an average of five and a half 
years following a week's treatment with ID appears to 
compare reasonably satisfactorily with the responses 
to more prolonged therapies following much shorter 
follow-up intervals. Cessation of gambling was 
considered the only acceptable outcome in those 
studies. This outcome was reported in 33 patients 
(55% of the 60 followed up and 27% of the total 
sample) of 124 pathological gamblers one year after 
a 30-day in-patient programme usually followed by 
attendance at Gamblers Anonymous (Russo et al, 
1984) and in 32 patients (56% of the 57 followed up 
and 48% of the total sample of 66 gamblers) six 
months after a 28-day in-patient programme usually 
followed by attendance at Gamblers Anonymous 
(Taber et ai, 1987). In an earlier study (McConaghy 
et al, 1983), when all ten patients treated with ID 
were followed up for one year, 70% showed 
cessation or control of gambling. Brown (1985), in 
reviewing evidence of the effectiveness of treatments 
for gambling, considered the response to ID was the 
highest and best-authenticated success rate reported. 

The significantly superior response to ID as 
compared with other procedures employed in this 
study, present at a mean of five and a half years after 
the one week of treatment, suggests that brief 
interventions can have prolonged effects and are 
worth considering when resources are limited in 
relation to the number of patients referred for 
treatment. Only one of the 24 subjects reporting 
controlled gambling sought additional treatment 
compared with 7 of the 18 who reported cessation 
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of gambling (Blaszczynski et al, 1991), evidence of 
the persistence and stability of the response of 
controlled gambling, the response mainly produced 
by ID. Sixteen subjects reported control of gambling 
following ID as compared with eight following other 
behavioural procedures. There was little difference 
in the number of treated subjects ceasing gambling - 
ten following ID as compared with eight following 
the other behavioural procedures. The finding that 
twice as many subjects reported control of gambling 
following ID as compared with the other procedures 
was not statistically significant. However, it suggests 
that control may be the specific outcome produced 
by ID. This possibility would seem worthy of 
investigation in a study with larger subject numbers. 
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A Comparison of Paroxetine, Imipramine and Placebo 
in Depressed Out-patients 


G. C. DUNBAR, J. B. COHN, L. F. FABRE, J. P. FEIGHNER, R. R. FIEVE, J. MENDELS and 
R. K. SHRIVASTAVA 


To compare the safety and antidepressant efficacy of paroxetine, imipramine, and placebo, data 
from six centres using the same protocol! were pooled. A double-blind parallel-group design was 
used, with therapy lasting six weeks. From week 2 onwards, both the 240 paroxetine-treated and 
the 237 imipramine-treated patients were significantly different from the 240 placebo-treated 
patients, but no different from eazh other. Side-effects with paroxetine were less likely to lead 
to drop-out than with imipramine. Paroxetine had a possible earlier antidepressant effect than 
imipramine, and a possible earlier beneficial effect on anxiety symptoms associated with depression. 


Paroxetine is a potent and selective inhibitor of 
serotonin (5-HT) uptake. This effect has been 
demonstrated both in animal studies (Thomas ef al, 
1987) and with human platelets (Marsden, 1987; 
Raptopoulus ef al, 1989). Pharmacological electro- 
encephalography (EEG) and sleep EEG studies in 
animals (Johnson, 1989) and volunteers (McClelland 
& Raptopoulus, 1984; McClelland ef al, 1989) 
indicate a non-sedating profile associated with 
features typical of an antidepressant. Paroxetine has 
no effect on psychomotor skills when given alone nor 
when administered with other depressants of the 
central nervous system (CNS) including alcohol, 
oxazepam, amylobarbitone and haloperidol (Cooper 
et al, 1989). Metabolism of paroxetine occurs in the 
liver, there being a large first-pass effec: (Kaye et al, 
1989). Metabolism is dose-dependent to some extent 
(Kaye et al, 1989), producing weakly active meta- 
bolites which do not compromise the selectivity of 
paroxetine for 5-HT systems (Haddock et al, 1989), 
and probably do not contribute to paroxetine's 
therapeutic effect. Plasma elimination half-life is on 
average 24 hours, but marked intsr-individual 
variability is seen. Once steady state is reached, 
further accumulation does not occur. 

The present study was undertaken to determine the 
efficacy and safety of paroxetine as an antidepressant. 


Method 


A double-blind randomised parallel-group protocol was used 
in six stand-alone centres in the USA, during which paroxetine 
was compared with imipramine and placebo. Patients aged 
18-65 years who met DSM-III criteria (American Psychiatric 
Association, 1980) for a major depressive episode were 
recruited on an out-patient basis. All subjects had a score 
on the Hamilton Rating Scale for Depression (HRSD; 
Hamilton, 1960) of 218 on the first 17 items at baseline, 
and a Raskin depression score greater than the Covi anxiety 


rating (Raskin ef al, 1969; Covi et al, 1981). Therapy lasted 
six weeks following a placebo run-in period of 4—14 days. 
Any patients who had a reduction >20% in the HRSD 
score over this period were excluded. This procedure 
eliminated patients with a rapid response to placebo 
and thus helped heighten drug/placebo differences. 
The remaining subjects were randomised to paroxetine, 
imipramine or placebo. Paraoxetine therapy started at 
20 mg; after one week the dose could be adjusted in the 
range 10-30 mg. A week later further adjustment in the 
range 10-40 mg could be made, and during weeks 4—6 the 
dose was in the range 10-50 mg. Dose alteration depended 
on clinical response and tolerability. Imipramine therapy 
started with SO mg. This was adjusted in the range 
65-145 mg for week 2, 65-210 mg for week 3 and 
65-275 mg for weeks 4—6. The following rating scales were 
completed at screening, at baseline, and at 1, 2, 3, 4 and 
6 weeks: HRSD; clinical global impression — severity of 
illness (CGI); Montgomery~Asberg Depression Rating Scale 
(MADRS; Montgomery & Asberg, 1979); Covi Anxiety 
Rating Scale; and patient global experience (PGE). Tolera- 
bility was assessed by asking a non-leading question. Spon- 
taneous responses were recorded, as were all clinical adverse 
events. Safety was assessed by means of full haematological, 
biochemical and urine analysis at baseline and at 3 and 6 
weeks. Chest X-ray (CXR) and electrocardio-gram (ECG) 
were recorded at baseline and end of therapy. Compliance 
was assessed by means of a capsule count at each visit. 


Data-handling and statistics 


A combined analysis was undertaken using pooled data from 
all six centres. Results from one centre have already been 
published (Feighner & Boyer, 1989). The primary outcome 
variable was the HRSD total score, but the following 
efficacy variables were also considered: HRSD factors, 
anxiety-somatisation, cognitive disturbance, retardation, 
sleep disturbance, CGI, MADRS total score, Covi, and PGE 
rating. An intention-to-treat analysis was performed using 
all subjects, who were randomised and subsequently 
assessed at least once. An efficacy sample inchiding all 
protocol non-violators was also considered. Both analyses 
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used an extender or last observation carried forward 
(LOCF) data set. The visit-baseline change score was 
used in the appropriate statistical model. This was usually 
a one-way analysis of variance or Fisher's exact test. The 
end of week 6 was considered the primary time point for 
all efficacy variables. However, data for other week 
assessments are given. The intention-to-treat sample was used 
in all safety and tolerability assessments. Adverse events were 
coded, using CosrART (Food and Drug Administration, 
1989), by body system and preferred term. Laboratory 
safety data and vital signs were assessed using both group 
mean changes and outlier-flagging techniques. Values that 
fell outside a predetermined extended normal range were 
identified. 


Reaults 


There were 241 patients randomised to paroxetine treatment, 
240 of whom were entered into the intention-to-treat 
analysis and 214 into the efficacy analysis. Respective 
figures for placebo were 244, 240 and 221, and for 
imipramine 241, 237 and 210. The main reason that subjects 
were excluded from the efficacy analysis was because of 
concomitant use of medication with potential CNS activity. 
Randomisation at baseline produced comparable groups 
in terms of age (paroxetine mean -:40.3 years, placebo 
mean=40.1 years, imipramine mean=38.8 years), sex 
(paroxetine M: F=102:112, placebo M:F- 115: 106, 
imipramine M : F= 101 : 109) and DSM-III diagnosis (axes 
I-IV). Having approximately equal numbers of male and 
female patients was rather unusual for an antidepressant 
trial. 

The reasons for drop-out are given in Table 1. When 
compared with the paroxetine and imipramine groups, 
significantly more patients treated with placebo were 
withdrawn from the study for lack of effect. In con- 
trast, significantly more patients who received paroxetine 
or imipramine were withdrawn due to adverse events. 
Also, significantly more imipramine-treated patients than 
paroxetine-treated patients dropped out due to adverse 
effects. 

Results of the outcome variables are given in Table 2. 
Considering the total HRSD score, by 2 weeks both 
paroxetine- and imipramine-treated patients had improved 
significantly when compared with placebo-treated patients. 





Table 1 
Overview of reasons for drop-out from intention-to-treat 
sample ' 
Reason for drop-out Paroxetine Placebo Imipramine 
(n= 240) (0-240) (72237 
No. (96) No. (€) . No. (96) 
Lack of efficacy 25 (10)! 7933 177 7? 
Adverse events 55 (232 21 (9) 85 (36)? 
Other 22 (9) -> 28(12) 2b(11) 


1. Fisher's exact test, paroxetine-placebo difference, P «,0.001 
2 Fisher's exact test, pe difference, P «,0.001 
3. Fisher’s exact test, Imipramine-placebo difference, P «0.001. 
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This difference was maintained up to 6 weeks and was 
found on both the intention-to-treat and efficacy analyses. 

Considering results on the factor scores of the HRSD 
scale, paroxetine improved retardation symptoms by 1 week 
and anxiety-somatisation symptoms by 2 weeks, when 
compared with placebo. Similar improvement due to 
imipramine occurred at 2 and 3 weeks respectively. Anxiety 
symptoms were significantly less frequent in paroxetine- 
treated patients than in imipramine-treated patients at 2 
weeks. Sleep symptoms were improved on paroxetine by 
2 weeks and on imipramine by 3 weeks, when compared 
with placebo. 

As to the other efficacy variables, paroxetine-treated 
patients were significantly different from placebo-treated 
subjects as measured on the MADRS at 1 week. This 
difference was found by 2 weeks for imipramine-treated 
patients. 

On the Covi scale, anxiety symptoms were significantly 
less by 2 weeks in the paroxetine group than in the placebo 
group. À significant difference for imipramine-treated 
patients did not occur until 6 weeks. 

The CGI and PGE results both showed more mprovement 
in paroxetine- and imipramine-treated patients than in 
placebo subjects from 2 weeks onwards. 

The frequencies with which patients reported adverse 
events are given in Table 3. Both paroxetine and imipramine 
caused more adverse events and severe adverse events than 
placebo. Imipramine caused more adverse events and severe 
adverse events than paroxetine. The events in question are 
given in Table 4. Many symptoms were caused by both 
active medications, but in general the symptoms experienced 
on imipramine were more severe than on paroxetine, since 
the drop-out rates due to adverse events were 36% and 23% 
respectively (Table 1). 

Considering haematological, biochemical and urinary 
safety tests, no clinically significant changes were seen with 
either paroxetine or imipramine. Some results for paroxetine 
showed values different from placebo, but usually the 
change was more marked on imipramine. This was 
particularly the case for liver-function tests and pulse rate. 

No clinically important differences were found with vital 
signs, ECG or CXR, for either paroxetine or imipramine, 
when compared with placebo. 

Tablet count indicated compliance was similar in the three 
treatment groups. 


Discussion 


This study provided good evidence for the efficacy 
of paroxetine as an antidepressant. Change scores on 
the HRSD (total), MADRS, CGI and PGE outcome 
variables showed significant differences between 
paroxetine and placebo and between imipramine and 
placebo from 2 weeks onwards. No difference was 
found between paroxetine and imipramine on any 
of these variables. These findings indicate that the 
antidepressant efficacy of paroxetine is similar to that 
of the standard tricyclic comparator. Results on the 
efficacy rating scales were supported by drop-out 
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Table 2 
Group mean change scores (vlsit-baseline) for efficacy sample and LOCF data set 
Baseline 1 week 2 weeks 3 weeks 4 weeks 6 weeks 
HRSD 
Paroxetine (n = 207) 
HRSD total 2€.5 -40 —- 6.9! -8.3! -9.3! -10.1! 
anxiety 7.3 -1.0 -1.72 -24! -24! -2.8! 
cognibon 6.3 -1.0 —1.6! -1.9! -24! -23! 
retardation 6.5 -1,2! -1.9! -22' -2.5! -2.9! 
sleep í 3.8 -0.9 -14! -4.7 -1,97 -1.8! 
Placebo (n — 212) 
HRSD total 26.6 -3.2 -4.8 -5.3 -5.9 -5.7 
anxloty 7.1 -0.7 -1.1 -1.3 -1.5 -14 
cognition 5.5 -0.7 -1.0 -1.2 -1.2 -1.1 
retardation 8.6 -0.8 -1.2 -1.5 -1.6 -1.7 
sleep 3.8 -0.7 -1.1 -1.1 -1.1 -1.0 
Imipremme (n = 204) 
HRSD total 28.2 -3.7 -6.2 -7.8 -8.9? -9.8? 
anxiety 7.2 -0.7 -1.3 -1.8 -2.0 -2.2 
cognition 5.4 -0.9 - 1.53 -17 -1.8 -2.1? 
retardation B.4 -1.1 -1.8 -2.2 -2.68 -8.0? 
sleep 3.7 -0.9 -1.3 -16 -1.7 -1.87 
Other efficecy varlables 
Paroxetine (n: 214) 
MADRS 31.2 -4.2! -73 —8.8! -10.11 -113! 
Covi 8.5 -0.5 - 0.9! -1.0! -1.4! ~1.2! 
CGI 4.3 -0.3 -0.7 -0.9! -1.0! -1.0! 
PGE 3.9 -0.3 -0.7" -0.8' -0.9' -1.0! 
Placebo (n - 221) 
MADRS 31.3 -2.8 -4.6 -5.2 -5.7 -58 
Covi 8.5 -0.3 -0.5 -0.5 -0.5 -0.4 
CGI 4.3 -0.2 -0.4 -0.5 -0.6 -0.8 
PGE 4.0 -0.4 -0.4 -0.5 -0.5 -0.4 
imipramine (7 = 210] 
MADRS 31.0 -3.7 -6.63 -8.2 -8.77 -10.8° 
Covi 8.5 -0.3 -0.6 -0.7 -08, -0.93 
CGI 4.3 -0.3 -0.6? -0.8? ~1.07 -1.22 
PGE 3.9 -0.4 -0.73 -0.8 -0.9? -1.0 


1 One-way analysis of vanance, paroxetine-píazebo difference, P «0.05 
2. One-way analysis of variance, peroxstne—muoramine difference, P « 0.05. 
3. One-way analysis of variance, irmpramine-plecebo difference, P <0 Ob. 


Table 3 
Frequency and severity of adverse events in intentlon-to- 
treat sample 

Paroxetine Placebo Imipramine 

(n=240) (n-240) (n=237) 

No. (%)  No.(9*) No. (%) 

At least one adverse event 211 (88) 173 (72) 224 (95)° 
At least ons severe adverse 42 (18)? 23110) 62 (263 


event 


1 Fisher's exact test, paroxetine—placebo difference, P «0.05. 
2. Fishor'e exact test, paroxetino-imipramine difference, P «0.05. 
3. Fisher's exact test, imipramune-placebo drfference, P «0.05. 


data, significantly more patients dropping out due 
to lack.of efficacy on placebo than with either 
paroxetine or imipramine. 

Although this study indicates a similar efficacy for 
both active therapies, some small differences were 
noted. Results on the HRSD anxiety-somatisation 
factor showed a superiority of paroxetine over both 
imipramine and placebo at 2 weeks (Table 2). The 
difference was lost at 3 weeks, by which time 
imipramine treatment was superior to placebo. This 
finding of a possible early efficacy for paroxetine on 
anxiety symptoms may have occurred by chance, 
since nine efficacy variables were tested at five time 


PAROXETINE, IMIPRAMINE AND PLACEBO IN DEPRESSED PATIENTS 


397 


Table 4 
Adverse events occurring significantly more often in the paroxetine or imipramine group than 
in the placebo group, intention-to-treat sample 








Adverse event Paroxetine Placebo Imipramine Paroxetine- 
(n2 240) (0-2 2401 (0-237) imipramine 
difference 
% % % % 
Asthenia 19! 8 18 6 
Palpitation 3 2 7 -4 
Tachycardia 1 1 43 -3 
Vasodilaton 2 0 A ~§? 
Sweating 11! 3 19? -g 
Appatite decreased 8! 2 e 2 
Nausea 28 12 19? 9? 
Constipation 16 12 323 ~ 16? 
Dry mouth 22 16 89? -47 
Dizziness 187 8 233 -5 
Libido decreased 4 0 3 1 
Confuston 0 0 23 -2 
Drugged feeling 2 0 43 -2 
Somnolence 27 11 313 ~4 
Tremor 10! 3 14° -4 
Paraesthesia 5 2 8? -3 
Yawning 3! 0 0 3 
Blurred vision 5 2 9? ~4? 
Taste perversion 2 0 43 -2 
Tinnitus 1 0 28 -1 
Abnormal ejaculation e! 0 2 4? 
Unnary frequency 3! 0 1 2 
Unnation impaired 4) 0 53 -1 


1. Fisher's exact test, paroxetine-placebo difference, P <0.06. 
2. Risher's exact test, paroxetins-imipramine difference, P <0.06. 
3. Fisher's exact test, imipramine-placebo difference, P «0.05. 


points. The possibility that it may have been a real 
effect, however, was supported by results on the Covi 
anxiety scale: imipramine treatment did not separate 
from placebo until 6 weeks on this direct measure 
of anxiety (Table 2). 

On the MADRS, paroxetine was superior to 
placebo at 1 week, whereas on the HRSD total 
Score, superiority was seen only at 2 weeks. The 
fact that the MADRS is particularly sensitive for 
measuring change in depressed patients (Montgomery 
& Asberg, 1979) supports the argument that the early 
detection of this efficacy did not occur simply by 
chance. 

In this trial, good agreement was found between 
the observer (CGI) and patient (PGE) global rating 
scales from 2 weeks onwards. Often, CGI ratings 
record an improvement not reflected on the PGE: 
the present accord perhaps adds credibility to the 
overall findings. 

Paroxetine was clearly associated with a number 
of side-effects. Many of these were similar to those 
seen with imipramine, but others (nausea, yawning, 


* delayed ejaculation) were more typical of this class 


of selective inhibitor of 5-HT uptake (Mas et al, 
1985; Renji, 1986; Okuyama et al, 1987; Doogan & 
Caillard, 1988; Herman et al, 1990). 

Further differences were noted between paroxetine 
and imipramine. Thus, anticholinergic and cardio- 
vascular features were more frequent with the 
tricyclic antidepressant, as were symptoms of excessive 
sedation. Overall, the side-effects of paroxetine were 
more benign than those of imipramine, since they 
were less severe (Table 3) and less likely to lead to 
drop-out (Table 1). 
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The Psychological Consequences of Tardive Dyskinesia 


` The Effect of Drug-Induced Parkinsonism and the Topography 
of the Dyskinetic Movements 


KEITH W. BROWN and THOMAS WHITE 


The effect of drug-induced Parkinsonism and of the topography of the dyskinetic movements 
on the psychological consequences of tardive dyskinesia was assessed in 20 schizophrenic 
subjects and 20 non-dyskinetic schizophrenic controls matched for age, sex, the presence 
of anticholinergic medication, and the presence and severity of drug-induced Parkinsonism. 

Limb-trunca! subscale scores but not orofacial scores had a significant correlation with cognitive 
impairment and with negative symptoms. Drug-Induced Parkinsonism was found to be a 


powerful confounding variable. 


Tardive dyskinesia (TD) is one of the most serious 
side-effects associated with antipsychotic medication, 
occurring in approximately 20% of those administered 
these drugs. Because of its frequent occurrence, 
potential morbidity and occasional irreversibility, a 
number of studies have attempted to delineate the 
risk factors associated with its development. It has 
8 known association with increasing age and female 
sex, but its relationship with the extent of anti- 
psychotic drug exposure is debated (Barnes, 1988). 
There is now a fairly large body of evidence 
associating TD with psychological dysfunction. 
Subjects with TD have been shown to have deficits 
in paired associate learning tests, abstract reasoning, 
constructional praxis, memory function, WAIS 
subtest scores, and on simple tests of cognitive 
function. There are also reports of an association 
between TD and the ‘negative symptoms’ of schizo- 
phrenia (Waddington & Youssef, 1986). 
However, these findings have not always been 
replicated (Opler et al, 1984). Various factors may 
be responsible for these conflicting results. Most of 
the studies reporting negative results were conducted 
on a younger group of patients, in whom the 
pathophysiology of TD may differ (Barnes, 1988). 
Several of the studies may be criticised on grounds 
of method. In some, the groups were not matched for 
age, with the dyskinetic subjects being significantly 
older. Some failed to control for the presence of 
anticholinergic drugs which may have had an adverse 
effect on cognition, while others had extremely 
small group sizes. Struve & Wilner (1983) high- 
lighted an important difficulty in the selection 
of controls, in that there remains a risk that an 
unknown proportion may later develop TD, thus 
potentially contaminating the control group results. 
Some studies used control groups who had only had 


a brief exposure to antipsychotics, and who may have 
gone on to develop TD. 

However, the presence of drug-induced Parkinsonism 
(DIP) may be the most important confounding 
variable. It commonly coexists with TD, and, like the 
idiopathic disease, it may be associated with cognitive 
impairment (Hoffman et al, 1987). It occurs most 
frequently in older females, the same group who are 
at greatest risk of developing TD. Several studies have 
found significant associations between DIP, negative 
symptoms and/or depression, for example, Prosser 
et al (1987) who concluded that there was a 
significant overlap in their assessment criteria. A par- 
ticular area of difficulty is the accurate differentiation 
of emotional blunting from Parkinsonian mask-like 
facies (Hoffman et al, 1987). Few studies looking at the 
psychological effects of TD have rated DIP, far less 
controlled for it. This could have serious implications 
since the above established consequences of DIP may 
be mistakenly attributed to TD where the two coexist. 

A further complication is the suggestion that 
TD may not be a unitary condition: both temporal 
(early v. late) and topographical (orofacial v. limb- 
truncal) variants have been described (Barnes, 1988). 
Unfortunately, studies seeking to investigate the 
relationship between the topography of movement 
disorders and psychological dysfunction have pro- 
duced conflicting results. This lack of unanimity 
may be because the incidence of limb-truncal 
TD is higher in younger age groups. Conse- 
quently, studies with a wide age range may show 
an association between orofacial, but not limb- 
truncal, TD and cognitive impairment. This may be 
due solely to the subjects with orofacial dyskinesia 
being significantly older. 

In the present study, we have attempted to 
replicate and extend previous studies using a control 


399 


400 


group restricted in age range, and matched not only 
for demographic variables but also for the presence 
and severity of DIP. 


Method 


The residents of four long-term wards at Leverndale 
Hospital, Glasgow (n = 134), were screened for the presence 
of movement disorders. Twenty schizophrenic subjects were 
recruited who satisfied the following criteria: (a) presence 
of dyskinetic movements sufficient to satisfy the criteria 
of Schooler & Kane (1982) at two evaluations one 
week apart, and (b) current and at least five years’ 
cumulative exposure to antipsychotic medication. Group- 
matched schizophrenic controls were used so thac the presence 
of movement disorder was the only significant difference 
between groups. All patients satisfied DSM-LI criteria for 
schizophrenia (American Psychiatric Association, 1980) and 
consented to assessment. A change in medication in the 
preceding month, muteness and establishec pre-morbid 
intellectual impairment led to exclusion. 

The groups were matched for age, sex, presence of 
anticholinergic medication, length of illness, length of time 
on antipsychotic medication, length of education and the 
presence and severity of DIP. Current daily dosage of 
medication in chlorpromazine (CPZ) equivalents was noted, 
but because of incomplete case notes it proved impossible 
to calculate the total life-time dosage of medication. 

The severity of the dyskinetic movements was assessed 
by a standardised format using the Abnormal Involuntary 
Movement Scale (AIMS; National Institute of Mental Health, 
1976a) and the Rockland scale (Simpson ef al, 1979). 
Parkinsonian symptoms were rated using the Simpson & 
Angus (1970) scale. In addition, since dyskinetic movements 
can be altered by anxiety, and voluntarily inhibited, part 
of the assessment was performed while the patients were 
unaware that their movements were being rated. During 
this, patients were distracted by attempting to memorise 
a picture for two minutes. All subjects were 3een twice, one 
week apart, and rated by both investigators, with an average 
score being taken. 

Following this, the patient’s cognitive function was tested 
using a modified version of the Roth-Hopkins test 
(Quereshi & Hodkinson, 1974). This is a simple test of 
orientation and memory. A score below five has been 
defined as evidence of severe impairment (Waddington & 
Youssef, 1986): This test was chosen because of its ease 
of administration in deteriorated patients and to enable us 
to compare our results with those of Waddington & 
Youssef. 

Negative symptoms were assessed using -he Scale for the 
Assessment of Negative Symptoms (SANS; A.ndreasen, 1981). 
It was impossible to rate the negative symptoms blind to the 
dyskinetic movements of the patients in view of the overt 
nature of the latter. We therefore attempted two other sources 
of corroborative evidence. Firstly, the Nurse Observation 
Scale for In-patient Evaluation (NOSIE; National Institute 
of Mental Health, 19765) was used. This :s a 30-item scale 
which was completed by ward nursing staff. It contains 
several subscales, namely social competence, social interest, 
personal neatness, irritability, manifest psychosis, retardation 
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and depression. Secondly, after the patients had been 
evaluated, a case note review was performed. This was 
facilitated by the fact that long-term patients at Leverndale 
Hospital are reviewed annually, during which negative 
symptoms and dyskinetic movements are assessed. 


Results 


The groups were well matched for the contro! variables 
(Table 1). There was a non-significant trend for the 
dyskinetic subjects to be on lower doses of medication. 

The dyskinetic subjects scored significantly lower on the 
Roth-Hopkins test (Table 2). Three of those with 
dyskinesia. but none of the controls, scored less than five, 
indicating severe cognitive impairment. The pooled data 
were also analysed, dividing the groups into those with 
(n= 18) and those without (n = 22) DIP. The prevalence of 
TD was similar in the groups. Those with DIP were 
significantly more impaired on the cognitive test (mean 6.94 
(s.d. 1.61) v. mean 8.36 (s.d. 1.36), f=2.934, d.f. 38, 
P« 0.01). Within the TD group there was a non-significant 
trend for those with DIP to score lower (mean 6.6 (s.d. 1.72) 
v. mean 7.44 (s.d. 1.57), t 1.031, d.f. 18, NS). 

Although the dyskinetic subjects scored higher on all the 
SANS subscales, only on the atténtional and affective blunting 
scales was the difference statistically significant. It is possible 
that other factors may have preferentially affected these sub- 
scales. As the attention scale contains an element of cognitive 
functioning, it is not surprising that it is significantly greater 
in the TD subjects who had already been shown to be more 
cognitively impaired on the Roth-Hopkins test. There was 
indeed a significant correlation between the attention 
subscale and the Roth-Hopkins results (r= 0.57, P<0.001). 
It is possible that Parkinsonian bradyphrenia may have been 
scored as impaired attention. Although those with DIP 
scored higher on the attention subscale (5.77 (s.d. 4. 85) v. 
3.09 (s.d. 4. 38) this was not significant. 





Table 1 
Control variables 
Subjects (TD): Controls (no 
mean (s.d.) TD): mean (sd) 

Age: years 59.4 (0.3) 60.9 16.8) 
Age range: years 45-70 45-70 
Sex: male/female 12/8 12/8 
Length of illness. 

years . 31.2 (7.8) 30.8 (7 4) 
Duration of hospital 

stay: years 21.8 (15.9) 23.8 (15 5) 
Dally dosage of 

medication: mg 

CPZ equivalents 358 (394) 633 (174) 
Presence of anti- 

chohnergics 9/20 8/20 
Presence of DIP 10/20 8/20 
Seventy of DIP on 

Simpson & Angus scale 3.95 (3.98) 3.35 (4.12) 


All non-eigneficant. 
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Table 2 
SANS and Roth-Hopkins test scores 
Subjects ` Controis t-test 
(TD): mean {no TD}: 
(s.d.} mean (s.d.) 
Roth-Hopkins test 70 (175 83 (1.22) 2.73** 
SANS total score 30.1 (16.8) 16.8 (19.1) 2.38* 
SANS-Alogia scale 6.3 (5.1) 38 (5.5) 1.53 - 
SANS-Avoltion scale 8.05 (29) 48 (34) 1.24 
SANS-Anhedonia scale 8.25 (5.8) 5.15 (6.8) 1.66 
SANS-Attention scale 63 (4.7) 23 (40) 2.87** 
SANS-Affective blunting 11.8 (8.5) 6.1 (7.25) 2.30* 


*P<0,05, **P<0 01. 


Table 3 
Correlations between SANS scores, Roth-Hopkins scores, 
and measures of TD 





Roth-Hopkins ` Rockland Rockland 

score orofecial hmb- | 

truncal 

SANS score (total) - -0.525*** 0.281 - 0.404** 
Roth-Hopkins score - - .0.260 0.382* 


*P«0.02, **P=0.01, ***P«0.001 (Spearman-rank correlation). 


As has been previously mentioned, several factors may 
contribute to the clinical presentation of affective blunting. 
Parkinsonian mask-like facies may mimic it. Those with 
DIP scored significantly higher on this subscale than those 
without (mean 13.11 (s.d. 8.4) v. mean 6.04 (s.d. 5.57), 
£2::3.094, d.f. 38, P«0.01). Similarly, depression may 
appear very similar. Unfortunately, we did not employ a 
specific instrument for rating depression, but theré was no 
significant correlation between the depression scale of 
the NOSIE and the affective blunting subscale (r- 0.173, 
NS)., 
The NOSIE results showed non-significant trends for the 
dyskinetic subjects to have less depression, irritability, 
manifest psychosis, social interests and personal neatness. 
Unfortunately, we found this to be an unreliable instrument 
with obvious internal inconsistency in scoring, and marked 
differences between nurses in their perceptions of impairment. 

Case note review confirmed an excess of negative 
symptoms in the dyskinetic group (P« 0.01, Fisher's exact 
test). This was not performed blind to the patient's TD 
status 


Table 3 shows the correlation between cognitive impair- 
ment, negative symptoms and two measures of dyskinetic 
movements, namely the orofacial and limb-truncal sub- 
scales of the Rockland. These two movement disorders 
commonly coexisted: There were significant correlations 
between the Rockland limb—truncal, but not the orofacial, 
scores and both the severity of cognitive impairment and 
the total SANS scores. A significant positive association 
was found between the Roth-Hopkins-results and the total 
SANS score. 
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No significant correlation was found between cur- 
rent daily dose of antipsychotic medication and either 
the score. on the Roth-Hopkins test or total SANS 
score. 


Discussion 


We found that schizophrenic subjects with TD have 
significantly more cognitive impairment and greater 
total SANS scores than controls. We have also found 
that the topography of the dyskinetic movements 
affects their psychological consequences. The limb- 
truncal, but not the orofacial, subscale correlated 
with the total SANS score and the Roth-Hopkins 
results. 

Our results on topography require explanation as 
there appears to be a discrepancy with other 
published findings. However, few studies have rated 
and controlled for DIP. Several did not rate limb- 
truncal movements. Other studies have also failed 
to find a relationship between orofacial TD and 
psychological deficits (Hoffman et al, 1987; Opler 
et al, 1984). Opler and colleagues also demonstrated 
a trend for limb-truncal but not orofacial dyskinesia 
to be associated with negative symptoms, although 
this failed to reach statistical significance. It is 
possible that association with limb-truncal TD was 
spurious and that other confounding variables were 
influencing the results. Only six subjects had pre- 
dominantly limb-truncal movements, although these 
were present in several of the others. Although the 
numbers are small, analysis suggests that those with 
limb-truncal TD were not significantly different on 
any of the demographic variables. They were, 
however, more likely to have DIP (5/6 v. 5/14, 
P — 0.065, Fisher's exact test). They also had higher 
total Rockland scores (66.8 v. 53.3), which would 
be consistent with a relationship between the amount 
and severity. of movements, rather than their 
topography; and the associated psychological effects. 

When the results were reanalysed for DIP, we 
found that the Parkinsonian subjects were also 
significantly more impaired on the Roth-Hopkins 
test and had greater total SANS scores. These results 
are similar to those of Hoffman ef al (1987), who 
concluded that there.was an association between 
DIP, but not orofacial TD, and cognitive deficits and 
negative symptoms. The relationship we have found 
between affective blunting and DIP suggests that 
affective blunting cannot be accurately rated without 
concomitantly: assessing DIP. Similarly, in studies 
inquiring into the psychological effects of TD, we 
would conclude that a broader profile of movement 
disorders, including DIP and possibly akathisia, is 
also undertaken. 
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The pathophysiology of TD is unknown; the 
dopamine supersensitivity hypothesis nas been 
criticised and the arguments well rehearsed elsewhere 
(Gerlach & Casey, 1988). It has been suggested that 
the complex of TD, the defect state and cognitive 
impairment may be related to antipsychotic drug 
neurotoxicity or prolonged institutionalisation, or 
represent different facets of a shared neurological 
abnormality (Barnes, 1988). The last seems the most 
parsimonious explanation and the corpus striatum 
the most likely site of pathology. 

In recent years there has been a move away 
from viewing the basal ganglia as having only 
motor functions, towards recognising their psycho- 
logical and psychiatric functions. Several models 
have been proposed, one of the most influential 
being that of Alexander e? a/ (1986). Drawing on 
data from single-cell recordings and tracer studies 
they proposed the existence of five parallel sub- 
systems linking the caudate and putamzn with the 
frontal lobes, temporal and parietal association 
cortices, the limbic system and motor areas. The 
striatum is thought to receive the computations being 
performed by the cortex and may be atle to switch 
between them. Striatal pathology may therefore 
result in attentional, emotional, cognitive, sensory 
and/or motor deficits. This may be seen in the so- 
called subcortical dementias of progressive supra- 
nuclear palsy, Huntington's chorea and possibly 
TD " 


However, this model does not explain why 
the topology of the dyskinetic movements may 
alter their psychological sequelae. Several, although 
not all, studies have found pathological (Jellinger, 
1977) or computerised tomography (CT) scan 
evidence (Bartels & Themelis, 1983) of widespread 
damage to the caudate nucleus in TD, somewhat 
similar to that seen in Huntington’s chorea. This may 
be due to loss of the numerically comman GABAergic 
Spiny I cells (Groves, 1983). Lohr ef ai (1986) 
suggested that widespread damage to the Spiny I cells 
would produce a cluster of truncal and choreo- 
athetoid movements, CT scan abnormalities and 
cognitive impairment. They also suggested that more 
limited damage to the less abundant cholinergic 
Aspiny II cells would result in predominantly 
orofacial dyskinesia, no CT scan changes and only 
little cognitive impairment. In keeping with this, 
Klawans & Rubovits (1974) found tkat cholinergic 
agents improved orofacial TD to a much greater 
extent than limb-truncal TD. Similarly, in a 
discontinuation study Griel et al (1984) found that 
orofacial dyskinesia was improved to a significantly 
greater extent than limb-truncal dyskinesia on 
stopping anticholinergic medication. 
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In summary, most previous studies investigating 
the psychological consequences of TD have looked 
at this in isolation from other movement dis- 
orders (e.g. DIP or akathisia variants). We have 
found that DIP is a powerful confounding variable 
which has to be taken into consideration. From 
the present data it is not clear whether each 
movement disorder has its own profile of psychological 
consequences, or if their effects are additive. A larger 
study would be required to clarify these points. 
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A Scale for Evaluating Emotional Disorders in 
Severely and Profoundly Mentally Retarded Persons 
Development of the Diagnostic Assessment 
for the Severely Handicapped (DASH) Scale 


JOHNNY L. MATSON, WILLIAIA I. GARDNER, DAVID A. COE and ROBERT SOVNER 


The DASH scale was used to assess 606 profoundly and severely mentally retarded persons 
(247 females and 259 males). The scale, covering 13 major psychiatric disorders, consists 
of 83 items derived from DSM-HiI-R as well as previously published studies of this population. 
Data were collected on symptom frequency, duration and severity In individual interviews 
with direct-care staff. Elimination and pervasive developmental disorders were most frequent, 
self-injurious behaviour disorders most severe. Most symptoms had been evident for at least 
a year. Inter-rater reliability was generally good. 


The topic of emotional problems in mentzlly retarded 
persons has begun to receive considerable attention 
among mental health professionals ‘Matson & 
Barrett, 1982; Matson & Frame, 1286). It is 
recognised that these problems are very severe 
in mentally retarded persons, and more pro- 
nounced than problems observed in the general 
population. An estimate that mental hea.th problems 
are five times higher for retarded than for non- 
retarded persons is considered conservative (Rutter 
et al, 1976). 

An important starting point in the develop- 
ment of the dual-diagnosis field (persons with 
mental retardation and emotional problems) is 
identifying a nosology of symptoms by disorder 
through standardised assessment procedures. Most 
initial efforts of this sort, such as the Psycho- 
pathology Instrument for Mentally Retarded Adults 
(PIMRA; Matson et al, 1984) and the Reiss Screen 
(Reiss, 1988), have been with mildly and moderately 
mentally retarded persons. These measures demon- 
strate promise. One scale, the Aberrant Behavior 
Checklist (ABC; Aman ef al, 1985), has been 
specifically designed to evaluate emotional problems 
in severely and profoundly mentally retarded persons. 
Initial research was done to develop a factor 
structure and norms on institutionalised persons. 
This research consisted of the initial research 
done in New Zealand and one paper on a norming 
of the scale on an American population (Aman ef 
al, 1987). Obviously, however, more research on 
the development of assessment scales is required, 
particularly as regards identifying targets for be- 
havioural and pharmacological interventions and a 
nosology of psychopathology in severely and pro- 
foundly mentally retarded persons. 


Assessment work with severely and profoundly 
mentally retarded persons requires more non-verbal 
items than work with people who have mild and 
moderate mental retardation. The present study 
provides initial results on a scale to assess psycho- 
pathology in severely and profoundly mentally 
retarded persons, the Diagnostic Assessment for the 
Severely Handicapped (DASH) scale. Although it 
builds on earlier work (Leuder et al, 1984; Aman et 
al, 1985), the DASH scale differs from previous 
instruments in several respects. First, its content 
validity was established by deriving disorder sub- 
scales and individual items from DSM-III-R 
(American Psychiatric Association, 1987) and previous 
studies of this population. Additionally, the DASH 
was designed as a multidimensional instrument to 
assess severity of individual symptoms as well as 
frequency and duration. Finally, to ensure more 
accurate and reliable assessment, rating criteria for 
individual dimensions were defined in terms of 
Specific frequency, duration and severity levels rather 


-than simply the presence or absence of types of 


behaviour, or subjective estimate of symptom 
severity, as in previous instruments for this population. 


Method 


Subjects were 506 residents (247 females, 259 males) of four 
state institutions for mentally retarded individuals in 
Louisiana and Wisconsin. These persons were classified as 
either severely (32.3%) or profoundly (62.7%) mentally 
retarded according to the criteria of the American 
Association on Mental Deficiency (now Retardation) (1983), 
with deficits on standardised measures of both intellectual 
and adaptive behaviour evident before the age of 18 years. 

The items comprising the DASH scale were derived from 
DSM-III-R and previously published studies and instruments 
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(e.g. Leudar et al, 1984; Aman et al, 1985) addressing the 
psychiatric problems of profoundly and severely mentally 
retarded persons. Individual items were developed from 
DSM-III-R criteria according to two principles: (a) appro- 
priateness for subjects with intellectual and adaptive abilities 
in the severe to profound levels of mental retardation; 
and (b) comprehensibility to informants without formal 
training in psychiatric assessment. A total of 83 items were 
included representing 13 disorder groups (see Table 1). 
Three separate dimensions of behaviour were selected for 
rating: (a) frequency, (b) duration, and (c) severity. Each 
dimension provided for ratings on one of three levels, scored 
0, 1 or 2. For the frequency and severity dimensions, ratings 
were requested based on the subject's behaviour during the 
previous two weeks. On the frequency dimension a value 
of zero indicated no occurrence of the behaviour during 
the previous two weeks, a value of one indicated occurrence 
between one and ten times, and a value of two indicated 
occurrence more than ten times. The severity dimension 
requested information on the most severe problem the 
behaviour caused during the same period: a score of zero 
was given if the behaviour had caused no disruptions or 
damage, a score of one if the behaviour had caused no 
damage but had interrupted the activities of peers, family 
or staff members at least once, and a score of two if the 
behaviour had caused injury or property damage at least 
once. The duration dimension requested information on 
how long the behaviour had been occurring: a score of zero 
was given for less than one month, a score of one for 1-12 
months, and a score of two for more than 12 months. 

There is no direct correspondence between rating values on 
the DASH and present DSM-III-R criteria: the typical 
clinician will find a rating scale such as the DASH most 
useful for identifying patterns at the syndrome or disorder 
level rather than at the individual symptom or behaviour 
level. To approximate DSM-III-R criteria and to establish 
prevalence levels, we therefore arbitrarily established 
diagnoses according to either of two criteria: (a) endorsement 
of more than half of the items on subscales anxiety, 
depression, mania, pervasive developmental disorder/ 
autism, or schizophrenia; or (b) endorsement of at least 
one item for a severity level of one or two on subscales 
stereotypies/tics, self-injurious behaviour, elimination 
disorders, eating disorders, sleep disorders, sexual disorders, 
organic syndromes, or impulse control/miscellaneous. The 
reason for two criteria types is the need for endorsement 
of multiple symptoms to diagnose disorders in the first five 
subscales, which approximate DSM-III-R diagnostic 
classes. The latter criterion, in contrast, covers DSM-III-R 
disorders that can be diagnosed on the basis of a single item 
of behaviour. Given the wide use of the DSM system (and 
the similar World Health Organization (ICD-9) system), 
we felt it important to establish a scale that at least 
approximated this diagnostic system. 

Ratings for each subject were obtained by interviewing 
a direct-care staff member who had known the client for 
at least one month. In most cases (see below), staff members 
had in fact had contact with clients they rated for at 
least one year and could make first-hand judgements of 
behaviour duration. For cases in which staff members had 
not known the client for at least 12 months, however, they 
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were advised to make duration ratings on the basis of 
institution records and information directly obtained from 
other staff. Interviews were conducted by psychology 
undergraduate and graduate students. Training of the 55 
interviewers used in this study included five practice 
administrations of the DASH. To evaluate the inter-rater 
reliability of the scale, ratings on 29 residents were obtained 
with two interviewers each interviewing a different direct- 
care staff member (a total of 31 different interviewers 
and 48 direct-care staff members arranged in 48 differ- 
ent interviewer/staff-member combinations). The two 
ratings of a resident were conducted within three 
hours. 


Results 


Data were collected on 247 females and 259 males with a 
mean age of 37.7 years (s.d. 14.8). In all, 55 interviewers 
and 204 direct-care staff informants participated in the 
project. In cases where data were supplied by more than 
one direct-care staff member for a particular resident, one 
staff member was arbitrarily designated as the primary rater 
and this person's data were included in the analysis. At the 
time ratings were taken, 97.2% of the subjects had been 
in their place of residence for at least one year, and 78.8% 
of informants had known the subjects they rated for at least 
a year. 

The subject sample was heterogeneous. Its racial com- 
position was 88.6% white and 11.4% black. The two most 
common physical disabilities exhibited were inability to 
walk, 34.6%, and present seizure activity, 17.9%. Fewer 
than 10% of the sample met statutory criteria for blindness 
or for deafness. Seizure medication was administered to 
25.7% of the sample. Other common medication classes 
included neuroleptics, 17.7%, and hypnotics/sedatives, 10.0%. 

Table 2 presents primary-rater means and standard 
deviations for all three dimensions on the subscales. On 
average, 14.5 items were endorsed for each client. Subscales 
producing the highest means were elimination disorders, 
and pervasive developmental disorders. Among the 13 
subscales, the lowest means were obtained for schizo- 
phrenia, anxiety disorders, and eating disorders. At the level 
of individual items, highest means on all three dimensions 
belonged to items pertaining to problems of elimination 
control (subscale (8), item 2) and compliance (subscale (13), 
item 7). The lowest means accrued to items reflecting such 
problems as hallucinations (e.g. subscale (5), item 6) and 
pyromania (subscale (13), item 15). The effects of level of 
mental retardation (profound or severe), sex, and ambulatory 
status (non-ambulatory or ambulatory) on frequency and 
severity ratings were assessed by means of three-way analysis 
of variance (ANOVA), testing for all possible main and 
interaction effects. Average frequency and severity ratings 
across all items were used as the dependent measures. 
For frequency, a single effect for mental retardation level 
was noted, profoundly mentally retarded clients exhibiting 
significantly more frequent symptoms than severely 
mentally retarded clients (0.236 to 0.150, F(1, 498) = 44.03, 
P «: 0.01). For severity, a single effect for ambulatory status 
was obtained, ambulatory clients exhibiting significantly 
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Subscale and items 
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Table 1 


DASH scele iterns arranged by subscale 


Subscale and items 


Subscale and items 





(1) Anxiety 

(1) Tremblas or shakes when confronted 
with certain objects or situations 

(2) Runs away or hides from certam 
objects or situations 

(3) Clings to family or staff when con- 
fronted with certam objects or situa- 
tions 

(4) Cries when confronted with certain 
objects or situations 

(6) Visibly sweats when confronted with 
certain objects or situations 

(6) Breathing becomes heavier or faster 
when confronted with certain objects 
or situations 

(7) Becomes agitated or ces when separ- 
ated from famillar people 

(8) Trembles or shakes for no obvious 
reason s 


(2) Mood disorder - depression 
(1) Has difficulty getting to sleep 
(2) Wakes up frequently during the night 
(3) Has difficulty staying awake dunng the 
day 


(4) Has a large appetite 
(5) Has little appetite 
(6) ts cranky or writable 
(7) Cries easily or cries for no obvious 
reason 
(8) Lacks mterest m a favourite activity or 
obfect 
(8) Responds slowly 
(10) Is restless or agitated 
(11) Complains about physical disabilrhes 
(12) Complains about mental disabilities 
(13) Complains about lack of things to 
amuse self with or do 
(14) Complams about absence of particular 
Individuals 
(18) Speech or sound production ts slow or 
: lacks emotion ' 


(3) Mood disorder - mama 
(1) Has decreased need for sleep 
(2) is restless or agitated 
(3) Talks loudly 
(4) Is extremely happy or cheerful for no 
obvious reason 
(b) is cranky or irrtsble 
(8) Is easily distracted 
(7) Talks quickly 


(4) Pervasive developmental disorder autism 
(1) Resists or Ignores attempts by others 
to interact with her/him 
(2) Repeats the same words or sounds 
(3) Talks about the same subject or 
concem over and over 


(4) Engages m repatitive body movements 


such as rocking, spinnmg, hand- ` 


flapping ` 

(6) Amuses self with limited set of objects 
or highly repetitrve activities 

(6) Becomes upset with changes in roubne 
or surroundings 


(6) Schizophrenia Vs 

(1) Mood seems totally unrelated to what 
ls gaing on around her/him 

(2) Stands or sits in bizarre or Inappropriate 
positions 

(3) Talks with imaginary people or inani- 
maze objects such as televisions or 
piczures 

(4) Sees things that are imaginary 

(5) Hears things that are imaginary 

(6) Experiences touch or other sensations 
on her/his skin that are imaginary 

(7) Spsech is a jumble of words or ideas 
that makes Little or no sense 


(6) Stereotypies/tics 

(1) Repeats the same words or sounds 

(2) Telks about the same subject or concem 
over and over 

(3) Collects or hoards objects 

(4) Engages in repetitive body move- 
ments such as rocking, spinning, or 
hand-flapping 

(B) Amuses self with limited set of objects 
or highly repstitrve activities 

(8) Exhibits a penod of sudden motor'or 
vocal activity such as twitching, tapping 
cr yelling 


(7) Sucks or mouths parts of her/his body _ 


(7) Seff-ínyurious behaviour 

(1) Bites self 

(2) Bangs head against objects 
(3) Hits self 

(4) icks, at sores or wounds 
(b) Pulls own halr out 


(8) Elimination disorders 
(1) Fails to control bowel movement 
(2) Faits to control bladder 


(9) Eating disorders 

(1) Vomtts or regurgitates food 

(2) Tries to or actually eats objects that are 
not food such as paper, paint chips or 
toys 

(3) Steals food 

(4) Quickly consumes a large amount of 
food in a short period of time 

(6} Has little appetrte 


{6) Chokes on food or becomes sick 
because she/he eats too fast 


(10] Skap disorders 
(1) Sleepwalks , 
{2) Wakes up crying or screaming 
(3) Has difficulty getting to sleep 
(4) Wakes up frequently dunng the night 
(b) Has difficulty staying awake dunng the 
day 


(11) Sexual aksorders 
(1) Strips off clothing or exposes self in 
public 
(2) Masturbetes in public 
(3) Engages m Inappropriate touching or 
fonding of others 


(12) Organic syndromes 

(1) Speech is harder to understand 

(2) Forgets words or uses words less 
correctly than before 

(3) ls unable to remember things that 
she/he once knew 

(4) Is restless or agitated 

(5) Responds slowly 

(8) is easily distracted 

(7) Does not respond to a loud or nearby 
sound 

(8) Does not respond to nearby hght or 
movement 

(98) Displays rapid change m mood 


(13) Impulse control and miscellaneous 

behaviour problems 

(1) la impatient when wating for needs or 
demands to be met . 

(2) Hits or pmches other people 

(3) Bites other people 

(4) Throws objects at people 

(b) Verbally abuses people (for example 
yelling or shouting) 

(6) Handles or plays with salva, nasal 
mucus or bowel movements 

(7) Resista Instruction or guidance from 
family or staff 

(8) Exhibits excessive need for attention 
or approval from others 

(8) Displays unprovoked temper tantrum 


or rage 

(10) is easily frustrated by the difficulty of 
a task 

(11) Takes another person's property or 
belongings a 

(12) Damages or destroys property 

(13) Runs away from supervision 

(14) Engages in unprovoked screaming or 
yelling 

(15) Starts a fire 

(16) Cursing 
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Table 2 
Pnmary-rater mean values and standard deviations for all three dimensions on all subscales 
Subscale ` Frequency Duration Seventy 

Mean (s.d.) Mean (s.d.) Mean (s.d.) 
(1) Amaety 0.060 (0.157) 0.080 (0.201) 0.023 (0.084) 
(2) Depression 0.205 (0.181) 0.252 (0.211) 0.077 (0.095) 
(3) Mania 0.305 (0.306) - 0.395 (0.374) 0.134 (0.170) 
(4) PDD/autism 0.414 (0.413) 0.490 (0.488) ' 0.146 (0.219) 
(5) Schizophrenia 0.131 (0.172) 0.158 (0.207) 0.040 (0.082) 
(8) Stereotyples/tics 0.318 (0.341) 0.387 (0.375) 0.097 (0.156) 
(7) Self-injurtous behaviour 0.185 (0.310) 0.248 (0.384) 0.151 (0.275) 
(8) Ehmination disorders 0.707 (0.781) 0.860 (0.865) 0.349 (0.417) 
(9) Eating disorders 0.127 (10.214) 0.184 (0.257) 0.087 {0.129} 
(10) Sleep disorders 0.091 (0.212) 0.117 (0.262) 0.041 (0.117) 
(11) Sexual disorders 0.192. (0.354) 0.258 (0.453) 0.114 (0.212) 
(12) Organic syndromes » 0.260 10.254) 0.311 (0.284) 0.093 10.120) 
(13) impulses control/ 0.261 (0.250) 0.360 (0.318) 0.174 10.183) 


miscellaneous x 


more severe problems on average (0.109 to 0.079, F(1, 
498) «9.40, P<0.01). No other main or interaction effects 
were significant at the P« 0.01 level. 

To evaluate how direct-care staff distributed their ratings 
among the three levels for each dimension, several analyses 
were conducted. For frequency, Table 3 shows the percen- 
tages of the entire sample who exhibited a type of behaviour 
at level 1 (1-10 times in the previous two weeks) and level 
2 (more than 10 times in the previous two weeks). (Table 3 
presents averages for individual subscales.) Overall, endorse- 
ments were fairly evenly distributed between the two frequency 
levels, 7.6% of the sample exhibiting behaviour with'level-1 
frequency and 8.7% of the sample with level-2 frequency. 

Most behaviour problems were rated as long term in 
nature. Fully 91.6% of types of behaviour rated as 
occurring within the previous two weeks were reported to 
have been evident more than 12 months before assessment. 


Table 3 
Distribution of-frequency-dimension ratings on all subscales 


Subscale 





Percentage of totel sample 
1-10 times >10 times 
m 2 weeks in 2 weeks 
(1) Anxiety 2.5 1.7 
(2) Depression 6.3 7.1 
(3) Mania 11.3 9.8 
(4) PDD/autism ` 9.6 15.9: 
(6) Schrzophrenia 3.5 4. 
(6) Stereotyples/tica 8.4 12.7 
(7) SelfAnjurious behaviour 7.0 6.8 
(8) Eirnination disorders 17.3 26.7 
(9) Eating disorders 5.0 3.9 
(10) Sleop disorders 3.6 2.8. 
(11) Sexual disorders — 73 8.7 
(12) Organic syhdromes 7.0 9.5 
(13) Impulse control/misceilaneous 11.1 . 7.5 
Mean. 7.8 8.7 


Subscale (8), elimination disorders, yielded the single highest. 
figure, 95.796. Subscale (9), eating disorders, yielded the 
lowest figure, 86.9%. A similar analysis was completed for 
severity. In this case, for the types of behaviour rated as 
Occurring within the previous two weeks, the percentages 
at the three severity levels were calculated (Table 4). Self- 
injurious behaviour was most problematic overall, with an 
average of 30.7% of active cases cited as causing injury 
(or possibly property damage) at least once in the previous 
two weeks. 

Using the diagnostic criteria described above, prevalence 
rates for the 13 disorders are presented in Table 5. The three 
most common disorders were impulse control/miscellaneous 
(72.9%), organic syndrome (48.2%), and elimination 
disorders (45.899). The least prevalent were depression and 
Schizophrenia (both 0.699). By our criteria, a total of 459 
clients (90.7%) exhibited one or more disorders. 

Inter-rater reliability for each item was calculated in 
terms of proportion of agreement - the number of 
agreements between two raters divided by the total 
number of agreements plus disagreements among 29 
interviewer-informant pairs. In general, inter-rater re- 
liability was high. Severity was the most reliably rated 
behaviour dimension (0.96), followed by duration (0.95). 


- and frequency (0.91). Averaging over all three dimensions, 


the most reliably rated subscales were (1) and (10), yielding 
reliability coefficients of 0.98. Items that proved less 
reliable (i.e. with reliability coefficients less than 0.6) 
related to irritability and frustration (subscale (2) item 
6, subscale (3) item 5, and subscale (13) items 1 
and 10). 

The internal consistency of DASH subscales was established 
by computing coefficient œ values with frequency-dimension 
scores. Among the 13 subscales there was substantial 
variation in a values obtained, ranging from 0.84 for 
elimination disorders to 0.20 for schizophrenia. Coefficient 
a values for the 13 sübscales were 0.62, 0.48, 0.52, 0.58, 
0.20, 0:53, 0.58, 0.84, 0.40, 0.50, 0.43, 0.49, and 
0.74. - ' 


408 


Table 4 
Percentage of active cases with specified severity level 


Subscale Percentage of active cases 





Level 0 Level 1 Level 2 
(1) Anxiety 45.8 53.8 06 
(2) Depression 43.8 54.9 1.4 
(3) Mania 377 61.0 15 
(4) PDD/autism 44.3 54.1 1.6 
(6) Schizophrenia 53.8 45.1 14 
(6) Stereotypres/tics 51.7 45.8 2.4 
(7) Self-snjunous behaviour 11.8 57.6 30.7 
(8) Elimination disorders, 21.1 78.4 0.4 
(9) Eating disorders 27.8 69.4 3.0 
(10) Sleep disorders 37.1 61.0 1.9 
(11) Sexual disorders 16.2 82.8 1.0 
(12) Organic syndromes 45.3 53.0 1.7 
(13) Impulse control/ 14.9 76.3 8.8 
miscellaneous 
Overall average 34.3 60.5 4.3 
Discussion 


Results of the present study satisfy a first goal of 
scale development - identification of items that can 
be reliably employed by raters. One very promising 
aspect of the study was good inter-rater reliability. 
It is apparent that direct-care staff can provide 
reasonably consistent judgements of client behaviour. 
Low internal consistency values for subscales such 
as schizophrenia and depression, however, suggest 
that these subscales in their current form may not 
tap unitary dimensions of behaviour in profoundly 
and severely mentally retarded individuals. An 
investigation of DASH factor properties is currently 
under way to identify more homogeneous behaviour 
dimensions in this population. 

Among the most frequently endorsed subsceles were 
elimination problems, pervasive developmental/ 
autism conditions, stereotypies/tics, and mania. 
Subscales endorsed with moderate frequency included 
depression, and sexual disorders. Subscales eadorsed 
less frequently - although we feel the rates were 
still clinically significant - included anxiety, self- 
injurious behaviour, schizophrenia, eating disorders, 
sleep disorders and impulse control/miscellaneous. 
Based on DSM-III-R diagnoses, we further defined 
two categories of disorder: (a) diagnosis on the basis 
of endorsement of more than half the subscale items, 
for subscales anxiety, depression, mania, autism/ 
pervasive developmental disorder and schizophrenia; 
and (b) endorsement of at least one subscale item 
with a clinically significant severity level, for 
subscales stereotypies/tics, self-injurious beFaviour, 
elimination disorders, eating disorders, sleep disorders, 
sexual disorders, organic syndromes, and impulse 
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Table 5 
Diagnosis prevalence for subscale disorders 
Number of Percentage 
diagnoses of sample 

Group (a) (more than half of subscale 

items endorsed) 

(1) Anxiety 5 1.0 

(2) Depression 3 0.6 

(3) Mania 38 7.7 

(4) PDD/autism 56 11.1 

(b) Schizophrenia 3 0.6 
Group (b) (st least one item in subscale 

endorsed with seventy level of 1 or 2) 

(8) Stereotypies/tics 191 37.7 

(7) Setf-injurious behaviour 168 33.2 

(8) Elrmmation disorders 232 46.8 

(8) Eatmg disorders 139 27.5 
(10) Sleep disorders 72 14.2 
(11) Sexual disorders 131 25.9 
(12) Organic syndromes 244 48.2 
(13) Impulse control/ 368 72.8 


miscellaneous 


control/miscellaneous. By these criteria, impulse 
control/miscellaneous and organic syndrome con- 
ditions were most prevalent. Fully 91% of the client 
sample were rated as exhibiting at least one psychi- 
atrically significant condition. 

These data are of considerable importance since 
they highlight that there may-be serious problems in 
this population who are generally receiving limited 
attention. Conversely, the rates of anxiety (1%) and 
depression (0.6%) seem low, given what we know 
about these conditions in the general population. 
These particular findings could be due to relatively 
low rates of these disorders in this population, or 
alternatively some inability of our scale to measure 
these conditions accurately: Obviously, this issue 
deserves additional study. Further studies with other 
populations (e.g. non-institutionalised individuals, 
children) are needed, since findings from the present 
study cannot be considered representative of all 
mentally retarded persons. While more study is 
needed, our data are consistent with those from 
previous studies of this population (Leudar et al, 
1984; Aman ef al, 1985) and do point to the 
importance of a systematic evaluation of problems 
in this group rather than leaving decisions to much 
more haphazard systems of treatment selection. 

Duration of these conditions is also important. 
It is evident from these data that the mental 
health problems of profoundly and severely men- 
tally retarded individuals are long term. The pro- 
portion of mentally retarded people exhibiting these 
conditions over one year is considerable. The most 
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notable of these long-term problems are autism and 
other pervasive developmental disorders, self-injurious 
behaviour, stereotypies and tics, sexual disorders and 
impulse control/miscellaneous. Severity is also an 
important parameter in selecting treatment. Two 
problems are particularly highly rated, self-injury 
and impulse control/miscellaneous. These data may 
account in part for the frequent reference to self- 
injury in the treatment literature on profoundly and 
severely mentally retarded people. 

Mental retardation level and ambulatory status 
were both significant determinants of psychiatric 
status. Profoundly retarded clients exhibited problem 
behaviour significantly more frequently than severely 
mentally retarded clients, and ambulatory clients 
exhibited more severe problems than non-ambulatory 
individuals. Interestingly, sex did not significantly 
influence ratings of problem frequency or severity, 
alone or in interaction with other demographic 
variables. Sex differences in behaviour problems are 
commonly found among older children and adults, 
males exhibiting greater tendency to conduct or 
externalising disorders, females greater tendency to 
internalising or emotional disorders (e.g. Rutter ef 
al, 1970). Such differences, however, are less 
consistently found among infants and younger 
children (e.g. Crowther et al, 1981; Richman ef al, 
1982). Absence of sex differences in behaviour 
problems among younger children as well as severely 
and profoundly mentally retarded individuals may 
reflect common biological, cognitive or environ- 
mental mechanisms which merit further investigation. 

This initial report on the DASH scale has 
established that direct-care staff can provide psy- 
chiatric ratings of profoundly and severely mentally 
retarded children and adults with generally acceptable 
inter-rater reliability and internal consistency. 
Reliability, however, is an important but not a 
sufficient feature for a useful behaviour-rating scale. 
Future investigations of the DASH scale, for example, 
will need to look at rating accuracy and validity. A 
primary issue to be settled is the extent to which ratings 
by staff and family members coincide with ratings and 
diagnoses made by mental health professionals 
and trained observers. Paraprofessionals may provide 
inaccurate ratings which misrepresent client behaviour. 
For example, staff may report more conspicuous or 
problematic behaviour such as aggression and self- 
injury and overlook or under-report less intrusive 
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behaviour like crying or sleep problems. Another issue 
is the extent to which such ratings can contribute to 
better understanding and treatment for mentally re- 
tarded individuals. With reliability of DASH ratings 
now established, attention can be devoted to these 
other issues. 
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P300 and Reaction-Time Measures in Senile Dementia of the 
Alzheimer Type 


P. A. WILLIAMS, G. H. JONES, M. BRISCOE, R. THOMAS and P. CRONIN 


Auditory evoked potentials were recorded in a choice reaction-time task. This test paradigm 
elicited the attention-related P300 component and was used to study cognitive processing. 
Compared with age-matched controis, 17 patients with dementia of the Alzheimer type were 
shown to have significantly longer reaction times as well as delayed latencles of several 
components of the auditory evoked potentials. The fractional Increase in the reaction times 
was much greater than that of the P300 peak latency. The latter is commonly accepted as 
an Index of stimulus-evaluation time. These findings suggest 8 delay in both response selection 


and stimulus evaluation. 


In senile dementia of the Alzheimer type there is a 
disorder of higher cognitive functioning involving 
memory, personality, judgement and intelligence, 
with specific defects of aphasia, apraxia and agnosia. 
There is often a slowing of thought processes and 
behavioural responses (Pearce 19842). 

The original study of Goodin et a/ (1978) demon- 
strated that the P300 component of the zuditory 
evoked potential (ERP) was significantly delayed in 
latency, but of normal amplitude. This component 
is typically elicited using a test paradigm in which 
the subject is required to count or press a button in 
response to an infrequent target in a background 
series of stimuli. During this procedure, averaged 
evoked potentials to both rare and frequent events 
are recorded from the scalp. Following the first 
report, other workers have recorded somewhat 
diverse results. Most studies have tended to confirm 
the original (Syndulko ef al, 1982; Pfefferbavm et al, 
1984; Pearce, 19845), but one reported a P300 of 
normal latency (Slaets & Fortgens, 1984). Unfortu- 
nately, these studies differed in the test paradigms 
used and in their selection of patients. Thompson 
(1985) may have reconciled some of these dif erences 
by demonstrating a positive relationship between 
P300 latency and clinical severity. 

Similar techniques have also been used in other 
psychiatric conditions such as schizophrenia (Roth 
et al, 1980; Morstyn et al, 1983), depressive psychoses 
(Giedke ef al, 1981) and alcoholism (Pfefferbaum 
et al, 1979). In these studies the investigators' 
approaches varied, some looked at diagncsis and 
prognosis, others at medication effects. This paper 
describes a study in which ERPs are used to 
investigate cognition in dementia. 

There is an extensive literature showing an :ncrease 
of reaction time (RT) with age (Rabbitt, 1979) and 
that this increase is accentuated in dementia (Miller, 


1974; Virtunski e al, 1983). It is uncertain whether 
the pathological delay is due to a slowing of 
stimulus evaluation or motor responses or both. The 
simultaneous recording of RTs and ERPs allows for 
some discrimination of the competing hypotheses, 
as the P300 is thought to represent an index of 
stimulus evaluation time (McCarthy & Donchin, 
1983). The main evidence supporting this hypothesis 
is as follows. Under certain conditions, P300 latency 
and RT appear to increase with task difficulty. 
However, it has been found that if the motor task 
is varied, RT can be prolonged while P300 latency 
is unaffected, but if stimulus discriminability is 
altered, both the P300 and RT can be delayed. It is 
thus thought that P300 latency allows measurement 
of some of the processes underlying RT. 


Method 


Seventeen demented patients were selected from the psycho- 
geriatric unit at Whitchurch Hospital, Cardiff, and from a 
memory clinic run by the department of clinical gerontology 
at the University of Wales College of Medicine. Patients 
were included if they met DSM-III (American Psychiatric 
Association, 1980) criteria for primary degenerative dementia. 

To exclude secondary causes of dementia they were screened 
by physical, history and mental state examinations, 
biochemical and haematological investigations, chest and 
skull X-rays, electrocardiogram and electroencephalogram 
(EEG). To establish whether they met the inclusion criteria, 
their symptoms were assessed using the Geriatric Mental 
State Schedule (Copeland et al, 1976). Patients who scored 
greater than 4 on the Hauchinski scale of multi-infarct 
dementia (Rosen ef al, 1980) were excluded. Patients were 


-not invited to participate unless informed consent was 


obtained and it was clear that they would be able to 
understand and complete the experimental task. Thus the 
patients included had mild to moderate dementia with 
memory impairment, some dysphasia, and personality change 
or other higher neurological deficit. We are following up 
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P300 AND RT IN ALZHEIMER PATIENTS 


the cases and two have gone to post-mortem, verifying the 
original diagnosis. 

Seventeen controls were also selected. They had no past 
history of neuropsychiatric disorder, or significant medical 
history on general questioning; they had a normal score 
on the Roth-Hopkin scale (Blessed et a/, 1968) and on a 
structured test of higher neurological function. 

Both groups were free of hearing defects (pure-tone 
threshold <30 dB at 1 kHz and 2 kHz). The mean age of 
the patients was 75 years (s.d. 8.7) and that of the controls 
was 74 years (s.d. 6.4). 

Subjects were tested free of alcohol, tobacco or caffeine, 
and had been drug-free for the last month. The test room 
was quiet and partially electrically screened. The stimuli 
consisted of a series of high (2 kHz) and low (1 kHz) 
tones, each of 50 ms duration, delivered to both ears via 
headphones at 70 dB above the volume at which each 
subject could detect the signals. The sequence was pseudo- 
random, with the constraint that no two high tones were 
sequential. The rare target was the high tone, at 15% 
probability. 

The EEG was recorded from Fz, Cz, Pz, C3/4 and P3/4 
on the international 10-20 system, with reference linked 
electrodes on the mastoids and a ground electrode on the 
forehead. The electro-oculogram (EOG) was recorded by 
the method of Connolly & Kleinman (1978). The system 
for recording the ERPs has been previously described by 
the authors (Briscoe ef al, 1984). The EEG and EOG were 
amplified 10 000 times and filtered between a band pass 
of 1 s (high pass) and 100 Hz for the EEG or 30 Hz for the 
EOG (low pass). Digital sampling was performed every 3 ms 
for 768 ms starting 50 ms before the stimulus. Recording 
was continued until 30 ERPs to rare stimuli that were free 
from artefact had been collected: ERPs were rejected if the 
EOG was greater than 804V, or if an inappropriate 
response was made by the subject (they were required to 
press the response button within 200-1400 ms of a rare 
tone). Thus data from incorrect responses were not allowed 
to contaminate the final results. 

In order to make it clear which components were related 
to attention an initial run was performed during which the 
subject was asked to ignore both the rare and frequent 


Results 


The waveforms were digitally filtered to 12 Hz (Ruchkin 
& Glaser, 1978) and amplitude and latency data recorded 
for the N100 and P200 in both target and non-target modes 
and the N200 and P300 in the target mode. These data were 
obtained by visual inspection of the waveforms and by an 
automated scoring procedure, which are well established 
methods (Calloway et ai, 1983). 

This study reports the data collected at Fz, Cz and Pz 
electrodes. Typical ERPs for a control and patient are seen 
in Fig. 1 (these are not grand averages). 

Distribution histograms of the four waves were examined 
for normal distribution. P300 latency showed a positive skew 
and analysis of this parameter was therefore undertaken 
after log transformation. For each variable a mixed-model 
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Amplitude. uV 





Fig. 1 A typical result comparing the evoked potential to target 
(— ——) and non-target ( ) stimuh in (a) a control and (b) a 
patient, at the Pz electrode. 





analysis of variance (ANOVA) was constructed from two 
simple factorial ANOvAs produced by computer. For N100 
and P200 a three-way ANOVA (patient/control x electrode 
site x stimulus type) was performed and for the N200 and 
P300 a two-way ANOVA (patient/control x site) was used. 

With regard to latency, the group means of N100, N200, 
and P300 were significantly delayed in the patients (Table 1). 








Table 1 

Group means of latency and amplitude data 

Latency: ms Ampttude: pV 
Patients Controls (1,1) Patients Controls F (1,1) 
N100 90.2 76.04 7.87**  -8.14 -6.54 0.14 
P200 173.4 171.2 0.1 -6.37 4.73 2.61 
N200 268.1 218.9 22.06'** -2.95 -1.20 1.03 
P300 407.9 348.2  10.28**! 06.71 11.25 6.85* 


*P<0 06, **P<0.01, ***P<0 001, 1 Log transformed data. 


N100 and P200 means were also delayed in the non-target 
category (N100: target, 79.7 ms; non-target, 85.5 ms, 
F (1,1) = 43.07, P«0.001); P200: target, 165.2 ms non- 
target, 179.3 ms, F (1,1) 266.69, P<0.001) and these two 
waves showed a significant variation across electrode 
sites (Table 2) (N100, F (1,2)=6.55, P«0.01; P200, 
F (1,2)= 10.61, P« 0.001). 

There were no significant interactions between patients/ 
controls and sites or between patients/controls and stimulus 
type, but there was a significant interaction between 
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Table 2 
Latency data for controls and patlents in response to target and non-target stimuli at three electrode sites 


Mean (s.d.) latency: ms 





Controls 
Fz Cz Pz 

Target 

N100 72(12) 72(10) 87(12) 
P200 167(33) 159(30) 162120] 
N200 222/28) 221(30) 214(28) 
P300 336/37) 347136) 382(43) 
Non-target 

N100 77068) 81(13) 80(13) 
P200 182/26) 181(19) 176(25) 


*P<0.05, **P<0.01, ***P«0.001 (unpaired t-tests). 


site and stimulus type for the N100 (F (1,2)=3.54, 
P<0.05). 

Amplitude data were examined in the same way and the 
group means for each variable may be seen in Table 1, The 
only major difference in the two groups was the smaller 
amplitude of the P300 in those with dementia. The mean 
P200 amplitude was increased in the non-target group (target, 
5.15 uV, non-target, 5.9 kV, F (1,1) = 14.69, P<0.001). 
There were also significant (P<0.001) mean amplitude 
changes across sites in all four waves (Table 3). There was 
a significant (P<0.05) interaction between group and 
stimulus type for P200 amplitude and an interaction 
between site and stimulus type for the N100 and P200. 

Tables 2 and 3 also give the P values for the unpaired 
test between controls and patients. These confirm the 
delayed peaks of the N100, N200 and P300 in the target 
mode and the diminished P300 amplitude produced by the 
target stimulus at Pz electrode. 

With regard to the RT results, the patients’ responses 
were significantly delayed when compared with those of 
the controls (mean (s.d.) RT = 460.61 ms (118 ms) v. 357 ms 
(90 ms), respectively; P<0.01). 

The results for both RT and P300 latency are displayed 
in Fig. 2. Whereas both parameters were delayed in the 





Patents 
Fz i Cz Pz 
91{23)"* 90(23)** 86(27)** 

. 176/215) 170120) 158(29 6) 
276(39)*** 268(40)*** 262(40.5)*** 
412(88)** 400(66)** 411(81.7)* 

9t(16)* 94(18)* 90(19.5) 
183(24) 179(24.5) 174(23.1) 


patient group, the mean increase was 14% for the P300 
latency compared with 29% for the RT. There was a strong 
correlation between RT and P300 latency for the'controls 
(r- 0.64, P « 0.001) but this was lost in the patient group. 
Examination of Fig. 3 suggests that this was because a 
number of patients showed a marked increase in RT while 
retaining a relatively normal P300 latency. 


Discussion 


The changes in the P300 Iatency are similar to those 
reported by other workers, although the change in 
the N200 has received less attention. The significance 
of the larger P200 amplitude in the patient group is 
uncertain because this is not an enduring change at 
all electrode sites. . 

The changes in the ERPs described in this study 
would be compatible with delays in central-processing 
capacity, probably affecting more than one stage. 
If, as mentioned earlier, P300 latency represents an 
index of stimulus evaluation time, then it would seem 
that our patients found this task difficult and that 


`~ Table 3 " 
Amplitude data for controls and patients In -esponse to target and non-target stimull at three electrode sites 


Mean (s.d.) amplitude: aV 


Controls Patents 

Fz Cz Pz Fz ' Cz Pz 
Target 
N100 -7.87(3) - 7.88(3.3) —4.5(2.8) -7.4(3.9) -7.0(4.7) -41(3.7) 
P200 3.82(b.6) 3.8(5.9) 3.38(3.0) 6.3(4.2) 7.0(4.0) 6.6(2.9)** 
N200 ~0.54{5.7) — 2.83(6.2) — 0.22[5.2) —- 2.8(b.6) ~4.3(7.3) -1.7(5.0) 
P300 9.8(3.9) 10.4(8.4) 13.53(5.1) 6.5(0.7) 5.0(8.0) 8.6(6.8)* * 
Non-Target 
N100 ~6.74(16) ~7,43(3 7) —4,85(2.6) -7.4(4.2) -6.9(4.1) —-4.2(3.11 
P200 5.14(2.6) 7.07(3) b.14(3) 6.8(4.2) 7.1(3.3) 5.5(2.3) 


**P<0 01 (unpaired tests). 


P300 AND RT IN ALZHEIMER PATIENTS 





Reacton tme . 


Hg.2 Comparison of P300 latency and mean reaction time in 
controls (G9) and patents (O) (1-1 s.d.). 


their behavioural and electrical responses were like 
those to be expected in controls attempting a much 
more difficult task. However, the markedly greater 
increase in RT over P300 latency strongly suggests 
that, over and above the delayed stimulus evaluation, 
there is also a defect in the organisation of motor 
responses, as argued by Miller (1974).: 





Fig. 3 Scatter diagram of P300 latency versus mean reaction time 
for controls (@) and patients (O) ( 22 s.d. reaction time; 
T 22 s.d. P300 latency; ———— = hne of equity). 
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An alternative explanation for the differences 
between groups could be the phenomenon of 
habituation: because of the patient's higher error rate 
they experienced a longer test run (patients, 13 min; 
controls, 9 min). However, Verbaten (1983) has 
demonstrated that P300 latency or amplitude is not 
affected by habituation, although it is possible that 
the RT and the other components could be. In an 
attempt to answer this we looked at the change in 
RT during the test run by breaking down the RTs 
into those of the early, middle and latter part of the 
experiment. It was found that while RT remained 
stable over time in the controls and in seven of the 
14 patients for whom these data were available, in 
the other seven there was a significant change - in 
four of these the RT gradually deteriorated and in 
three it improved. As nearly as many patients 
improved as got worse, it is unlikely that habituation 
could explain all the RT differences. In order to 
answer this question with regard to the other com- 
ponents, single-trial data would have to be analysed. 

This study therefore suggests that the combined 
recording of RT and ERPs gives more information 
than either would alone in the investigation of 
cognition and dementia. A further study manipulating 
motor task and stimulus discriminability would 
explore this issue further. 
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_ Contextual Effects on Choice Reaction Time and Accuracy in Ácute 
and Chronic Schizophrenics 


Impairment in Selective Attention or in the Influence of Prior Learning? 


STEVEN H. JONES, DAVID R. HEMSLEY and JEFFREY A. GRAY 


Two hypotheses were tested concerning the nature of the cognitive dysfunction In 
schizophrenia: (a) that there ıs a broadening of selective attention; and (b) that there Is an 
impairment In assoclational learning. RDC-diagnosed acute and chronic schizophrenics and 
normal controls carried out a choice reaction time (RT) task In which conflict between the 
correct response to a target (a letter in the centre of a computer screen) and that cued by 
simultaneously presented flankers (two letters either side of the target) Increased RT. For 
80 (‘valid’) trials, flankers and targets were consistent In the response cued (pressing a button 
ki with either left or right hand); on 8 (‘invalld’) trials they confllcted. On invalld trials there was 
a slowing of RT, and an Increase of errors for left-hand responses. Chronic schizophrenics 
showed the same reactions to cue validity as normal controls, both groups differing significantly 
from acute schizophrenics. For the latter, the RT data supported hypothesis (b), but the error 


rates appeared to support hypothesis (a). 


Both subjective reports (McGhie & Chapman, 1961) 
and experimental evidence (Callaway & Naghdi, 
1982) indicate that selective attention is impaired in 
the schizophrenic. However, it is not usually clear 
whether this impairment consists in a broadening 
of selective attention per se, or whether it is a 
secondary consequence of a reduced influence of 
previously acquired information of a kind that would 
normally direct selective attention (Anscombe, 1987; 
Hemsley, 1987). Work from this laboratory, for 
example, has demonstrated that acute schizophrenics 
do not show latent inhibition (Baruch et al, 1988) 
or the Kamin blocking effect (Jones, 1989; Jones 
et al, 1990). In both of these designs the subject 
is exposed to an environmental regularity, and 
this normally retards detection of a subsequent 
regularity; acute schizophrenics are less so retarded 
(i.e. detect the second regularity better) than controls. 
Thus, the behaviour of the schizophrenic could be 
interpreted in two different ways: it might be that 
the subject fails to learn normally about the first 
regularity (the ‘prior-learning hypothesis’), or that 
such learning is normal and the subject fails to inhibit 
selective attention to the second regularity (the 
*selective-attention hypothesis’). Other experiments 
in which the two perspectives predict identical 
outcomes include those of Schwartz-Place & Gilmore 
(1980) and Cegalis & Tegtmyer (1980) on visual 
processing. The finding (Brennan & Hemsley, 1984) 
that non-paranoid schizophrenics are less vulnerable 
to illusory correlations than normal is one result for 
which the prior-learning hypothesis is clearly more 
appropriate. 


In order to examine these issues more directly, 
we devised an experiment in which the predictions 
from the selective-attention and the prior-learning 
hypotheses can be pitted against each other. We used 
a modified version of a task in which, in normal 
individuals (Eriksen & Eriksen, 1974; Miller, 1987), 
choice reaction time is slowed when features of the 
context flanking the target stimuli are from time to 
time altered. This slowing of reaction time is evidence 
that the subject has detected, and that his behaviour 
is influenced by, the regular co-occurrence of context 
and target. According to the prior-learning hypothesis, 
then, schizophrenics should learn the association 
between target and context less well than normal, and 
so show less slowing of reaction time when context 
is changed. On the selective-attention hypothesis, 
in contrast, the broadened span of attention in 
schizophrenics should make them abnormally sensi- 
tive to context, so enhancing the slowing of reaction 
time when context is changed. 

The essential features of the task used were as 
follows. On a given trial, the subject was presented 
with one of two displays consisting of three letters 
in a horizontal array of the general form AXA or 
BYB, with instructions to press a left or right button 
depending upon the central (target) letter, X or Y. 
On 10% of trials (‘invalid’), the flanking (contextual) 
letters of the two displays were interchanged (giving 
BXB or AYA). Using similar tasks, Eriksen & Eriksen 
(1974) and Miller (1987) demonstrated slowed RT 
on invalid trials. Miller’s task differed from Eriksen 
& Eriksen’s in that the flanking letters never 
themselves served as targets. We have followed 
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Miller's procedure with one change to make the task 
easier for a clinical group; namely, we used for any 
Subject only two letters as targets and two as flankers. 
We studied both acute and chronic schizophrenics. 
The differences between the types of symptom and 
cognitive performance characteristics of these two 
groups may serve as an important link between 
cognitive and biological models of the illness (Crow, 
1980; Baruch et al, 1988; Gray et al, 1991a, b). Rund 
(1988) in a review, has commented on the primary 
role played in acute schizophrenia by information- 
processing dysfunction. Other studies ccnfirm the 
relevance of inappropriate processing of non-salient 
stimuli to, in particular, the acute stage of the illness 
(McGhie & Chapman, 1961; Cegalis & Tegtmyer, 
1980; Baker et al, 1987; Baruch et al, 1988). We 
therefore anticipated that, whichever o? the two 
hypotheses under test was supported, the pattern of 
results would be clearer in the acute group. 


Method 


In all, 34 normal and 30 schizophrenic (19 chrcnic and 11 
acute) subjects were tested. Schizophenics were drawn from 
St Bernard's Hospital, Ealing, and the Beth'em Royal 
Hospital, Beckenham; normals came from the temporary 
section of a local job centre. Schizophrenics were selected 
on the basis of Research Diagnostic Criteria (RDC; Spitzer 
et al, 1978), by a psychiatrist who also rated patient 
symptom levels by means of the Brief Psychiatric Rating 
Scale (BPRS; Overall & Gorham, 1962). BPRS ratings were 
also made by the first author as a measure of reliability 
(product-moment correlation between two ratirg sources, 
r=0.81, P« 0.001). 

As can be seen in Table 1, acute schizophrenics were 
younger, had fewer previous admissions, had spent less time 
in hospital, were on higher doses of neuroleptic medication, 
and had higher symptom scores than chronic schizophrenics. 

The scores on the Mill Hill Synonym Test (Raven, 1977) 
did not differ significantly between the three groups. This 
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test was used to determine whether the subject's knowledge 
of English was sufficient to permit an understanding of the 
instructions and the alphabetic display. No subjects were 
excluded on the basis of the Mill Hill score. 

All stimuli were presented by means of a Commodore 
64 computer, with a Commodore 1701 video monitor. 
Reaction times were recorded via two buttons on a remote- 
response box; maximum force required for button closure 
was 227 g. Stimuli were capital letters 4mm high and 5 mm 
wide, separated by I mm. They formed a display width of 
1.6 cm, situated 14 cm from the right and 11 cm from the 
bottom of the screen. 

Subjects were tested individually in a quiet room. Each 
received 88 trials. For each subject four letters were selected 
randomly (without replacement) from the alphabet; two 
were assigned as targets (one for left response, one for right 
response) and two were used as flankers. One flanker was 


- displayed on 40 trials on either side of the left-assigned 


target (valid cue) and on 4 trials on either side of the right- 
assigned target (invalid cue); the other flanker was assigned 
to the left and right targets in a complementary manner. 
The targets and flankers were presented to all subjects in 
a single random order. 

Subjects sat 45 cm away from the monitor screen such 
that the visual display subtended an angle of 2.0367. 
Responses on the remote button box were executed by the 
index finger of each hand. 

Subjects were told that they would see three letters in 
a row, and that they should respond to the middle letter 
as quickly and as accurately as possible, ignoring the two 
letters on either side. Before the session; subjects were 
presented with the. target letters for each response and 
instructed to press the button on the left with the left hand 
for one target and the button on the right with the right 
hand for the other. 

Each trial consisted of the presentation of a three-letter 
stimulus display, containing a central target letter and two 
identical flanker letters. The display was presented until 
either the subject responded or two seconds had passed, 
whichever was sooner. Accuracy feedback (‘wrong’ or 
‘correct’) was then presented for one second, after which 
the next stimulus display appeared. No warning signal or 
fixation display was used. Trials which took more than 











Table 1 
Subject characteristics 
Acute Chronic Normal 
schizophrenics schizophrenics controls 
(n= 11) (n= 19) (n=34) 
Mean 8.d. Mean s.d. Mean s.d. 
Age: years 34.4 11.1 398 14.0 31. 7.3 
Mill Hill Synonym Test (raw score) 136 9.2 12.6 7.2 18.6 6.8 
Number of admissions 3.8 38 5.6 3.6 - - 
Duration of present admisston:' weeks 23 | 2.1 22.5 22.6 - - 
BPRS score 25.5 64 -16.1 8.4 - - 
Medication dose:? mg/day 376.6 508.8 243.3 315.9 - - 


1. For the chrome in-patients (1 = 6); the remainder were out-patients 
2 Chlorpromazme-equrvslerit doses calculated according to the method of Davis (1976) 


REACTION TIME AND ACCURACY IN SCHIZOPHRENIA 


two seconds or which were incorrect were discarded and 
rerun later in the block. 

Mean reaction times were subjected to analyses of 
variance (using the SAS computer program; SAS Institute, 
1985) for one between-subject factor (group: normal, acute 
schizophrenic or chronic schizophrenic) and two within- 
subject factors (cue validity and response hand). To maintain 
comparability with Miller's (1987) study, error rates were 
converted to percentage correct scores and submitted to 
analysis of variance using the same terms as above. 
Reported t-tests were based on the appropriate between- 
subject or within-subject error terms from the analyses of 
variance using Tukey's (1949) procedure. 


Results 


There were no significant effects relating to hand of 
response. Fig. 1 presents reaction time (RT) as a function 
of cue validity and subject group. Overall, chronic 
schizophrenics responded more slowly than either of the 
other groups (group: F — 8.02, d.f. —2, 61, P« 0.001); and 
responses to invalid cues were, as expected, slower than 
those to valid ones (validity: F —10.97, d.f.=1, 61, 
P« 0.005). However, the slowing of RT in the invalid-cue 
condition was not observed in the acute schizophrenics, 
being confined to the other two groups. This pattern of 
results was confirmed by the significant validity x group 
interaction (F —10.12, d.f.=2, 61, P«0.001). Further 
analysis of this interaction by Tukey tests showed that 
normal subjects, in the valid condition, were quicker than 
both acute (129.86, d.f.=61, P«0.001) and chronic 
(t= 14.22, d.f. 61, P« 0.001) schizophrenics. In the invalid 
condition, chronic schizophrenics were slower than both 
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Fig. 1 Reaction time (RT), with standard error bars, as a function 
of cue validity ( O vald, Wi invalid) and subject group. 
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normals (f= 11.37, d.f. —61, P« 0.001) and acute schizo- 
phrenics (¢= 4.92, d.f. =61, P<0.001); acute schizophrenics 
and normals did not differ. 

Data were also reanalysed after the clinical subjects had 
been divided (by a median split) on the basis of BPRS 
symptom scores. The results of these analyses indicated that 
performance of high scorers on the BPRS exactly mirrored 
that of the acute schizophrenics, while performance of low 
scorers was the same as that of the chronic schizophrenics. 
Reanalysis of the above RT data with respect to verbal IQ 
(as measured by Mill Hill score, again using a median split) 
revealed that the latter did not influence the above validity 
effects. 

Figure 2 displays percentage correct scores as a function 
of validity, hand and group. As can be seen, there were 
more errors in the invalid than tbe valid cue condition, but 
only with left-hand responses; this effect is more evident 
as one passes from the normal to the chronic schizophrenic 
and then to the acute schizophrenic group. The analysis 
of variance revealed significant interactions between validity 
and hand (F = 37.60, d.f.=1, 61, P« 0.001), and between 
validity and group (F —5.18, d.f.=2, 61, P<0.01); the 
third-order interaction between these factors did not attain 
significance (F = 1.93, d.f. =2, 61). Tukey tests applied to 
the validity x hand interaction confirmed that only in the 
left-hand condition were there more errors with invalid 
than valid cues (¢=9.59, d.f.=61, P« 0.001). For the 
group x validity interaction, the Tukey tests revealed that 
acute schizophrenics were less accurate than either chronic 
(t=6.11, d.f. — 61, P« 0.001) or normal subjects (¢=7.29, 
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Fig.2 Percentage correct responses, with standard error bars, as 
a function of cue validity ( © valid, Wil invalid), hand of response 
and subject group: N~L, normal, left hand; N-R, normal, right 
hand; C-L, chronic, left hand; C-R, chronic, right hand; A-L, 
acute, left hand; A-R, acute, nght hand 
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d.f. 61, P« 0.001) in the invalid condition only. The 
difference between the chronic schi cs end normals 
did not, however, reach significance (t= 1.41, d.f. — 61). 
For all groups, percentage correct scores were significantly 
lower in the invalid than in the valid condition (acute, t= 10; 
chronic, £— 5.1; normal, £—3.41; d.f. —61, P<0.001 in all 
cases). An identical pattern of results was obtained when 
clinical subjects were regrouped on tbe basis of BPRS 
scores: high scorers paralleled acute schizophrenics; low 
scorers, the chronic schizophrenics. Reanalvsis of the 
percentage-correct data with respect to versal IQ (as 
measured by Mill Hill score) revealed that the latter did 
not influence the above validity effects. 


Discussion 


The procedure employed here was a simplified 
version of that used by Miller (1987). The RT 
analyses replicated his findings that response latency 
was increased in the presence of an invalid cue. 
This was the case even though the subjects were 
instructed to concentrate on the central target letter 
only; and despite the fact that unlike in Eriksen 
& Eriksen’s (1974) otherwise similar experiment 
flankers themselves never served as targets. We 
also found more errors on invalid than valid 
trials, but only with left-hand responses. Miller 
(1987) too observed (but in only one of his six 
experiments) an interaction between hand and validity 
for percentage correct responses, but errors on 
invalid trials were elevated only for ihe right 
hand. We cannot account for this discrepancy 
between the results of the two experiments; nor 
have we explored the reasons for the effects of 
hand of response in our own experiment. Since the 
target stimuli were presented centrally, hemispheric 
differences in stimulus processing are unlikely to be 
responsible. However, hemispheric differences in 
response organisation may have played a role, as may 
conflict between the dominant and subdominant 
hemispheres (unfortunately we did not collect data 
on handedness in our sample, but most subjects were 
presumably right-handed). 

As set out in the introduction, the chief aim of 
the experiment was to use RT data from the valid and 
invalid cue conditions to compare the predictions from 
the prior-learning and selective-attention hypotheses 
of schizophrenic cognitive dysfunction. The former 
hypothesis predicts that schizophrenics should show 
a reduced slowing of RT in the invalid-cue condition, 
whereas the latter makes the reverse prediction. For 
the acute schizophrenics, tested soon after admission 
(see Table 1), the prediction from the prior-learning 
hypothesis is clearly upheld: only the normal and 
chronic schizophrenic subjects displayed the increased 
RT previously reported by Eriksen & Eriksen (1974) 
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and Miller (1987); the acute schizophrenics showed 
no effect of cue validity on RT. 

However, the acute schizophrenic group also had 
the greatest error rate in the presence of invalid 
cues; thus the possibility arises that the observed 
differences in RT are secondary to changes in 
response accuracy. There are several reasons why this 
is unlikely. First, the RT analyses excluded trials on 
which errors were made, these being replaced by later 
trials (see Method). Secondly, two subjects in the 
acute schizophrenic group had error scores of more 
than 10 - extremely high relative to other members 
of this, or any other, group — but re-analysis of the 
RT data with these two subjects excluded in no way 
changed the pattern of results. Thirdly, the substantial 
effects of hand of response on response accuracy (see 
Fig. 2) had no parallel in the RT data. Thus it seems 
likely that separate processes underlie the observed 
group differences in the RT and response-accuracy 
data. 

The RT data, then, support the prior-learning 
rather than the selective-attention hypothesis; that 
is, they suggest that the acute schizophrenics failed 
to learn the association between context and target, 
and so were less affected by context change. However, 
the data on response accuracy apparently give rise 
to exactly the opposite inference. All groups made 
more errors (with the left hand only) in the invalid 
than the valid cue condition, indicating both learning 
of the context-target association and detection of 
context change. Furthermore, this pattern was most 
pronounced in the acute schizophrenic group, which 
made significantly more errors than the normal 
controls. This pattern of accuracy data might be 
construed as being consistent with a broadening of 
attention in acute schizophrenics, making them more 
sensitive to context change. 

However, the interpretation of the data on per- 
centage accuracy is significantly more hazardous 
than that for RT. As Chapman & Chapman (1973) 
have discussed, when the experimenter obtains 
increased performance deficits in the schizophrenic 
it is necessary to check that these are not merely a 
function of task difficulty. It is possible that the 
response-accuracy data may stem from such a task- 
difficulty effect. For right-hand responses, most 
subjects are responding with their dominant hand, 
employing an immediate overlearnt response; the left- 
hand, non-dominant, responses would be expected 
to be less easy to access. In support of this, Bashore's 
(1981) review of reaction-time studies indicated that 
right-hand superiority occurs when hand selection 
is required, as in the present experiment. In this task, 
therefore, there are two potential sources of conflict: 
(a) between responding to the target and the flanker; 
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and (b) between responding with the dominant 
and non-dominant hand. For targets demanding 
right-hand responses, the required response and 
the naturally dominant (right-hand) response are 
concordant. For the left-hand invalid responses, 
however, the required response conflicts with the 
naturally dominant response, which is cued by the 
flanking letters. The fact that all groups are vulnerable 
to this accuracy effect indicates that all groups are 
aware of flanker/target covariation for left-hand 
responses. However, since the acute schizophrenics 
were the most symptomatic of the groups tested, it 
would be expected that they would find this conflict 
most difficult to deal with. This need not imply that 
acute schizophrenics are more aware of the conflict, 
but only that their performance is peculiarly fragile. 

The fact that the acute schizophrenic subjects were 
performing at almost chance levels for the left invalid 
responses suggests that a speed- accuracy trade-off 
may be operating for this type of response. This 
would be consistent with normal but slow processing 
of flanker-target covariation, for right-hemisphere 
(left-hand) responses. Other studies (reviewed by 
Neuchterlein & Dawson (1984) ) have also shown that 
schizophrenic subjects under high load often fall to 
chance levels of response accuracy. Bearing in mind 
the likely role of hemisphere differences in schizo- 
phrenia (see below), one might argue that this 
does not occur for the right-hand (left-hemisphere) 
responses in this task, since the subjects are not aware 
of a conflict between flankers and target on the 
invalid trials, and hence a high processing load is 
not induced; whereas for the left-hand responses, 
awareness of this conflict induces high processing 
demands in all subjects. 

Data exist indicating both dysfunctional left- 
hemisphere functioning (Flor-Henry, 1983; Posner 
et al, 1988) and impaired callosal transfer of infor- 
mation (Beaumont & Dimond, 1973) in schizophrenia. 
Furthermore, there is evidence that a proportion of 
patients with left temporal lobe epileptic foci go on 
to develop schizophrenic symptoms (Slater et al, 
1963; Flor-Henry, 1976). Since control of hand 
responses is largely contralateral, right-hand responses 
are controlled by the left hemisphere. Thus one might 
interpret the observed results for the right-hand 
responses in acute schizophrenics (no cue validity 
effect on either RT or response accuracy) as indicating 
a pattern of cognitive dysfunction in the left hemi- 
sphere consistent with the prior-learning hypothesis, 
i.e. a '*weakening of the influence of stored memories 
of regularities of previous inputs on current per- 
ception” (Hemsley, 1987). 

This hypothesis attempts to synthesise recent 
theoretical propositions regarding the nature of 
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schizophrenics’ cognitive impairment, in such a way 
as to permit an understanding of symptom formation. 
It suggests that failure of prior learning leads to the 
subject’s experiencing unstructured sensory input. As 
George & Neufeld (1985) have argued, structured 
sensory processing functions to inhibit “spontaneous 
retrieval of information from long term memory". In 
the absence of such structure, the schizophrenic is prey 
to intrusion of information from long-term stores, 
which in normal subjects (in perceptual-deprivation 
experiments) leads to hallucinatory experiences (Jakes 
& Hemsley, 1986). Explanations for these confusing 
and unusual phenomena are then sought, causing 
formation of delusional beliefs in the schizophrenic 
patient. 

Other recent findings have supported the idea of 
a left-hemisphere deficit in schizophrenia. Posner 
et al (1988) demonstrated that schizophrenics took 
longer to detect targets in the right than in the left 
visual field. They also exhibited a strong bias for 
symbolic over language information regarding target 
position. These performance patterns were similar 
to those of patients with unilateral left-hemisphere 
lesions (Posner et al, 1984). Bracha (1987) investigated 
the turning behaviour of schizophrenic and normal 
subjects. Whereas normal subjects showed equivalent 
numbers of turns to right and left, the schizophrenics 
exhibited a strong bias towards left turning, again 
consistent with left-hemisphere dysfunction. Further- 
more, there is evidence of increased blood flow in the 
left globus pallidus of never-medicated schizophrenics 
(Early et al, 1986). Early et al (1989) and Bracha 
(1989) have subsequently presented differing interpret- 
ations of the schizophrenic's left-turning bias. Bracha 
(1989) suggested that it is indicative of a hyper- 
dopaminergic state in the right hemisphere, whereas 
Early et ai (1989) interpret it as evidence in favour of 
a left-hemisphere hypodopaminergic state. However, 
what is clear from this finding is the evidence of 
relative neglect of left over right hemisphere. 
Gruzelier et al (1988) employed a battery of neuro- 
psychological tests which indicated a left-sided 
temporo-hippocampal impairment in acute schizo- 
phrenics. In addition, post-mortem studies by 
Reynolds (1983) have found evidence of increased 
amygdala dopamine for the left hemisphere only. 

It may be that the acute schizophrenic exhibits a 
specific reduction in the ability to employ task-biased 
regularities for the left hemisphere only. A final 
resolution of these difficulties of interpretation will 
require further studies in which task requirements, 
both for the present design and for such related 
paradigms as latent inhibition (Baruch ef a/, 1988) 
and the Kamin blocking effect (Jones, 1989; Jones 
et al, 1990), are more clearly lateralised. 


420 


The behaviour of the chronic schizophrenic group 
was much less abnormal than that of the acute group. 
Thus, compared with the normal controls, the chronic 
patients showed an exactly equivalent cue-validity 
effect in the RT data, and only a non-significantly 
greater validity effect on response accuracy; while, 
compared with the acute schizophrenic group, they 
differed significantly on both these measures. This 
pattern of results is consistent with our findings in 
both the latent inhibition (Baruch ef al, 1988) and 
Kamin blocking (Jones, 1989; Jones er al, 1990) 
paradigms, in which only acute schizophrenics 
differed from normal controls. Most of the acute 
patients were seen soon after admission and prior to 
stabilisation on neuroleptic medication. In terms of 
the dopamine hypothesis of schizophrenia (Swerdlow 
& Koob, 1987), they might therefore be considered 
to be in a state of dopaminergic hyperac-ivity. The 
fact that reactions to context change were normalised 
in the chronic schizophrenic, on a stable regime of 
neuroleptic medications, lends support to the role 
of dopaminergic overactivity in cognitive dysfunction 
and hence (Hemsley, 1987) in the positive symptoms 
of schizophrenia. This result concurs with previous 
studies demonstrating the primacy of attentional dys- 
function in acute schizophrenia (Cegalis & Tegtmyer, 
1980; Baruch ef al, 1988; Rund, 1988). 
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Brief Reports 


Behavioural Treatment of AIDS-Focused Illness Phobia 


STEPHEN LOGSDAIL, KARINA LOVELL, HILARY WARWICK and ISAAC MARKS 


Seven cases are described in which the central 
symptoms were fear of contracting AIDS, avoidance of 
related cues, rituals and reassurance-seeking. Associated 
features Include previous Illness phobias and obsessive- 
compulsive disorder. Treatment with exposure and 
response prevention (plus a cognitive session in one 
case), led to Improvement sustained up to three months 
after discharge, although one patient stopped treatment 
prematurely. Controlled trials of behavioural treatment In 
hypochondriasis are required. 

British Journal of Psychiatry (1991), 15%, 422-425 


Infection with the human immunodeficiency virus 
(HIV) may be associated with abnormal mental 
states, but the uninfected may also have psychiatric 
morbidity related to the acquired immunodeficiency 
syndrome (AIDS). The latter ranges from mild fears 
which respond to provision of relevant factual 
information (Miller, 1986), to more severe anxiety and 
depression, which improve with anxiety-menagement 
techniques and antidepressant medicaticn respec- 
tively (e.g. Miller et a], 1985). Fears of AIDS or other 
illness may occur as part of a depressive disorder or 
be the dominant problem in the presence of normal 
mood, in which case illness phobia, a form of 
hypochondriasis, is diagnosed (Marks, 1987). This 
phobia often involves the fashionable wo-ry of the 
age. During this century, illness phobia has been 
centred on tuberculosis, cancer, heart disease or 
syphilis, and, more recently, AIDS. 


Case reports 


Case 1 


A 22-year-old single woman had an 18-month fear of 
catching AIDS. She repeatedly checked her skin for 
Kaposi's sarcoma lesions, bathed only in darkness to stop 
further checks, and asked her family to reassurs her. She 
avoided reading or television programmes concerning 
AIDS, and refused to go near men she considered 
homosexual, or anyone with visible skin lesions. A 
negative HIV test did not allay anxiety, as she worried that 
the testing equipment was faulty. She also had fears of 
breast cancer, associated with excessive checking and 
avoidance. 


Case 2 


A 31-year-old homosexual man had a 16-year history of 
intrusive, obsessive, aggressive, and sexual thoughts about 
adults and children, sometimes associated with images of 
injured bodies. He considered the intrusions senseless but 
would reassure himself by asking the subjects if they were 
injured or unwell. Sometimes he returned to the scene the 
next day to check for blood and asked the police if a murder 
or sexual assault had occurred. He feared he might have 
attacked an AIDS-infected stranger and caught the virus, 
leading to extreme social isolation and abstention from sex. 
He developed multiple cleaning rituals, such as immersing 
his feet and penis in undiluted bleach after entering public 
toilets. He frequently saw hus general practitioner (GP), and 
had three negative HIV tests which also failed to reassure 
him. 


Case 3 


A woman aged 21 had for two years feared she might 
develop cancer. A year later she became concerned that she 
was contaminated by radiation and had AIDS. To avoid 
transmitting this to her family she washed herself for four 
hours daily, and washed her clothes separately, disinfecting 
the machine before and after use. She would not touch 
doorhandles, taps or furniture, ceased work, and avoided 
all social contacts. She checked herself for skin lesions and 
cuts and recruited her mother to confirm this. She insisted 
that her family wash and change their clothing excessively 
to reduce her own anxiety about contaminating the home. 
Twice-weekly consultations with her GP did not reassure 
her. 


Case 4 


A 24-year-old heterosexual man had persistent somatic 
preoccupation, particularly with chest pain and bowel 
function, since his early teens. He had undergone repeated 
examinations, electrocardiograms (ECGs) and barium 
enemas. From the age of 22 he increasingly feared catching 
AIDS, leading to many avoidances and cleaning rituals 
which severely disrupted the lives of himself and his family. 
After touching anything at home he washed his hands 15 
times, using two bars of soap sequentially. He did not work 
and only rarely left home, always wearing several pairs of 
gloves and socks to protect himself from the virus. He 
refused to touch his children, who were on the ‘at-risk’ 
register because of emotional neglect. He insisted his wife 
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vet reading material and television programmes to avoid 
references to AIDS, and operated the television set with 
a ‘sterile’ wooden stick. Mention of AIDS led to prolonged 
washing and visitors to the home. were forbidden. He 
checked daily for cuts and Kaposi's sarcoma skin lesions, 
and repeatedly attended his GP for reassurance that he was 
not infected. He knew his fears were irrational and caused 
severe distress within the family. 


Case 5 

A 20-year-old man had for three months feared contracting 
AIDS, since watching a television programme on the 
subject. He refused to leave home, spent most of the day 
in one room and would not touch household items, such 
as doorhandles and cutlery. His food and fluid intake 
gradually fell for fear that he would catch AIDS by ingesting 
the virus, and he insisted his mother tasted his food 
beforehand to check for ‘infection’. He washed his hands 
for eight hours daily, and sought regular reassurance from 
his family that he was not infected with AIDS. Initially, 
he knew his fears and avoidance were irrational, but this 
insight faded, leading to further reduction in fluid intake 
and compulsory admission for in-patient treatment. 


Case6 ` 


A 30-year-old married woman had a 10-year history of 
illness fears, initially of breast cancer and venereal disease, 
then of AIDS. She was afraid she might pass the disease to 
her family, and refused to consume anything that she had 
not prepared herself, to ensure there was no ‘contaminated’ 
blood on her food. She avoided television programmes and 
newspaper articles about AIDS, and visits to the dentist. 
She washed her hands 20 times daily and insisted that her 
husband washed after touching anything outside the home. 
She checked her body daily and asked her family for 
reassurance. She also had a long history of compulsive 
checking of switches, locks and keys. 


Case 7 


A 30-year-old man had recurrent obsessive thoughts and 
images for 20 years about illnesses such as multiple sclerosis 
and cancer. He worked in the National Health Service 
(NHS), and following contact with patients he considered 
potentially HIV infected, became worried that he had AIDS. 
He tried to avoid contact with patients at risk from AIDS, and 
those who had received a blood transfusion. If contact was 
unavoidable, he wore several pairs of gloves and checked 
them after use by filling them with water and looking for 
leaks. He repeatedly looked in the mirror for skin lesions 
and checked his weight. He asked his wife for reassurance 
every 30 minutes, and avoided touching his family. 


Treatment 
Results of treatment are shown in Fig. 1. 
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Fig. | Mam problem (self-rating scale 0-8) in seven AIDS phobics 
(patient 1 (@—@), patient 2 (e—— €), patient 3 (e—-e), patient 
4 (€— ——9), patient 5 (O——O), dropped out of treatment, patient 
6 (0——-O), patient 7 (e—e). 


All the patients received exposure-based treatment. 
This involved regular exposure to avoided situations and 
other cues which triggered anxiety. Exposure was largely 
carried out by the patients alone, during regular home- 
work sessions. Diaries were kept of their homework 
progress; these were reviewed by the therapist at the 
treatment sessions, where subsequent homework was 
planned. Care was taken to ensure that exposure was 
adequate in duration and frequency. In some cases, the 
therapist used the treatment sessions to accompany 
the patient in live exposure or to guide the patient through 
exposure in imagination to certain cues, such as fears of 
dying from AIDS. For exposure to be successful when 
rituals were present, it was necessary to use response 
prevention, as in treatment of obsessive-compulsive 
disorder. Patients were, therefore instructed to cease all 
checking and cleaning rituals. An essential element of 
treatment was the management of persistent requests for 
reassurance. [t was often necessary to instruct family 
members on how to deal with this behaviour, and the 
therapist would role-play the following response: ‘‘Hospital 
instructions are that I do not answer such questions" 
(Marks, 1981). j 

For all the patients, seven to ten sessions of treatment 
were used. For example, in case 1, treatment consisted of 
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seven sessions of therapist-accompanied exposure to 
avoided situations, completion of related self-exposure 
homework tasks, and a ban on checking and seeking 
reassurance. She was asked to listen to radio ard television 
programmes and read articles about AIDS, and to talk to 
men she thought homosexual. She was also exposed in 
imagination to her feared consequence: catching and dying 
from AIDS. Rapid reduction in fears and avoidance 
occurred, and improvement was maintained at three-month 
follow-up. 

After behavioural treatment, five of the cases (1-4 and 
6) were much improved, with reductions in fears and avoid- 
ance and improvement in work and social functioning. 

In case 5, treatment was difficult due to poor co- 
operation. His family agreed not to reassure hirn, and with 
encouragement he left the house regularly, ate most foods, 
and cooked for himself. Handwashing fell to one hour 
daily, but remained ritualistic. After six sessions he stopped 
treatment. Severe restrictions remained; he refused to eat 
with the family, clean his teeth or touch many household 
items. No follow-up is available. 

Case 7 initially improved with exposure to feared 
situations and response prevention, but became too 
frightened to complete treatment after suffering several sore 
throats and having to speak to an HIV positive zase, when 
avoidance and rituals returned in full force. He became 95% 
certain that he had AIDS, refusing further exposure 
treatment as he believed that ‘‘health workers have 
an increased chance of catching AIDS’’. In a cognitive- 
therapy session, evidence for this belief was elicited and 
examined along with evidence for the view “‘that it is 
safe to work with AIDS patients". Standard guidelines 
for health professionals dealing with AIDS cases were 
discussed. At the end of this session, his belief that 
he had AIDS fell to 30% and he subsequently ceased 
avoidance and rituals related to AIDS fears without further 
exposure sessions or self-exposure homework. He was still 
working within the NHS 11 months later, including contact 
with AIDS patients, and had no AIDS fears, avoidance or 
rituals. 


Discussion 


In studies of phobic out-patients, 15% (Marks, 1969) 
to 34% (Agras ef al, 1969) were found to be illness 
phobics. There are few systematic studies of illness 
phobia, but Bianchi (1971) compared disease phobics 
with general psychiatric patients. The phobics were 
more introverted, had higher pre-morbid anxiety, 
Obsessive personality and more experience of family 
illness and death during their own childhood. They 
said they had been weak, sickly children more often 
than did the controls. Perhaps illness in the setting 
of a vulnerable personality may sensitise to illness- 
related anxiety in later life. Increasing numbers of 
patients with morbid AIDS fears will probably 
present to doctors for reassurance, judging by past 
public reaction to government health campaigns 
(Bianchi, 1971). 
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The relationship between illness phobia and other 
anxiety disorders.has yet to be clearly established. 
In common with other specific phobias, illness 
phobia is characterised by irrational fear and 
avoidance of related anxiety-triggering stimuli. 
However, in illness phobia, both internal and external 
stimuli are likely to trigger anxiety. Frequently, and 
in all our cases, there are rituals and repeated 
reassurance-seeking of the type seen in obsessive— 
compulsive disorder. It is well known that illness can 
be the content of obsessive-compulsive disorder. 
Three of our cases also had obsessive~compulsive 
thoughts and rituals not centring on AIDS. 
The overlap between illness phobia and obsessive-- 
compulsive disorder requires further investigation. 

According to DSM-III-R criteria (American 
Psychiatric Association, 1987) several of these cases 
could also be classified as hypochondriasis, in which 
the central feature is preoccupation with the fear of 
having (or belief that one has) a physical illness, 
based on the misinterpretation of benign physical 
symptoms. In a principal components analysis of 
questionnaire data from 100 cases of hypochondriasis, 
Pilowsky (1967) identified three dimensions - bodily 
preoccupation, disease phobia, and conviction of the 
presence of disease with no response to reassurance. 
Kellner (1985) divided hypochondriasis into an 
unrealistic fear of disease (illness phobia) and the 
conviction of having a disease, but it is not yet certain 
whether these presentations represent separate syn- 
dromes. The current confusion over the classification 
of unwarranted fears of illness has been illustrated 
by recent reports of fears of AIDS in those at no risk 
of contracting the virus. Terms such as pseudo-AIDS, 
AIDS phobia and AIDS panic have been utilised, 
when many cases could have been classified as illness 
phobia or hypochondriasis (Warwick, 1989). 

While exposure treatment is well established in 
treatment of phobic and obsessive-compulsive 
disorders, and unfounded fears of illness may 
persistently disrupt lifestyle, little attention has been 
paid to the treatment of illness phobia. Illness 
phobics are unlikely to be helped by repeated 
negative medical examinations and reassurance: 
indeed this may actually worsen their fears in the 
longer term (e.g. Marks, 1987). In an uncontrolled 
trial of exposure and response prevention in 17 non- 
depressed illness phobics, and this improvement was 
noted in 15 (Warwick & Marks, 1988) and this was 
maintained in six out of 13 at five-year (median) 
follow-up. Miller et al (1988) report seven cases with 
fears of AIDS, who showed significant improvement 
after cognitive-behavioural treatment. 

Each of our seven patients had the usual features 
of illness phobia, which happened to focus around 


TREATMENT OF AIDS-FOCUSED ILLNESS PHOBIA 


AIDS ‘infection’, that is, excessive worry of having 
the disease despite being healthy, distraction by the 
fear from daily living, constant search for signs of 
the disease and for reassurance verbally and by 
repeated investigations (Marks, 1987). Six of our 
patients improved markedly up to three-month 
follow-up, after an average of eight weeks of 
treatment. Poor co-operation with exposure, because 
of strength of belief, occurred in two cases: one 
dropped out of treatment after early gains, in the 
other case a cognitive treatment session led to 
regained improvement in fear, avoidance and rituals. 
This patient had a previous history of obsessive- 
compulsive disorder and he exhibited prominent 
rituals during his anxiety about AIDS. While strength 
of belief is not generally an indication of poor 
response to exposure treatment in obsessive-compulsive 
disorder, in some cases overvalued ideation has been 
associated with treatment failure (Foa, 1979). In 
cases which do not respond to adequate behavioural 
treatment, a cognitive approach may be considered 
(Salkovskis & Warwick, 1985). 

Behavioural treatment offers hope of improvement 
to non-depressed illness phobia although controlled 
studies of illness phobia treatments with follow-up 
have yet to be done. 
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Classification of Dissociative States in DSM-III-R and ICD-10 (1989 Draft) 
A Study of Indian Out-patients 


PARTHA SARATHI DAS and SHEKHAR SAXENA 


When 42 cases of primary dissociative states from 
India were classified according to DSM-III-R and 
ICD-10 criteria, DSM-III-R was found to be unsatis- 
factory, with 40 (95.2%) cases receiving a diagnosis 
of dissoctative disorder not otherwise specified. The 
majority fit well into simple dissociative and possession 
disorders. ICD 10 was found to be more satisfactory, 
with 36 (85.596) patients fitting into specific 


subcategories, which, however, need to be defined and 
described more explicitly. 
British Journal of Psychiatry (1991), 159, 425-427 


The classification of dissociative disorders has 
undergone major change in recent years. DSM-III 
initiated this process by splitting hysteria into 
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somatoform and dissociative disorders, and DSM- 
HI-R has endorsed this without any major changes 
(American Psychiatric Association, 1987). The DSM 
classification for these categories has generally been 
welcomed as a positive development, but criticisms have 
also been made about several aspects. Far instance, 
the coexistence of conversion and dissociative states 
in a substantial proportion of patients frequently 
leads to a double diagnosis (Saxena ef a/, 1986). It 
has also been suggested that DSM subca-egories of 
dissociative disorders cover only those entities which 
are relatively well known to American psvchiatrists, 
without mentioning a number of states which are 
frequently encountered in other parts of the world 
(Wig, 1983). One study showed that a large majority 
of cases with dissociative states seen in India had to 
be given the diagnosis of atypical dissociative 
disorder, in the absence of any other suitable 
subcategory in DSM-III (Saxena & Prasad, 1989). 
This study also suggested the inclusion of two 
additional subcategories - simple dissociative disorder 
and possession disorder - in the classification system. 

Chapter V (F) of ICD-10 (April, 1989 draft) 
(World Health Organization, 1989), which is still 
provisional, has also completely reorganised the 
classification of hysteria, and has created categories 
under somatoform disorders that are similar to the 
DSM categories. But ICD-10 has still kept dis- 
sociative and conversion symptoms togetner under 
F-44 and has subdivided this category according to 
the most prominent manifestations. Subcategories 
for stupor, trance and possession stetes, and 
convulsion have been included. This approach 
appears to obviate some of the shortcomings of 
DSM-III-R, especially for use in developing countries. 
However, we are not aware of any study which has 
compared the suitability of these two classificatory 
Systems on a series of cases with dissociative states. 

The present paper reports data on 42 cases with 
dissociative states seen in India with the aim of 
comparing the suitability of DSM-III-R and ICD-10 
for these cases. 


Method 


Case records of all the 1517 patients seen in the adult 
psychiatry out-patient clinic of the AIIMS Hospital during 
1987 were screened for dissociative symptoms. These 
symptoms were defined according to the DSM-III-R 
description of ‘‘disturbance or alteration in the normally 
integrative functions of identity, memory or consciousness". 

Seventy-eight (5.14%) such cases were detected. These 
case records were jointly reviewed by both the authors. 
Records with inadequate information (10) and those which 
showed presence of any additional diagnosis besides 
dissociative disorder (26) were excluded at this stage, leaving 
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Table 1 
Diagnostic subcategories for 42 Indian patients wrth 
dissociative states 


Subcategory n % 


DSM-III-R 

Multiple personality disorder 

Psychogenic fugue 

Psychogenic amnesia 

Depersonalisation disorder 

Dissociative disorder not otherwise specified 
simple dissociative disorder’ 
possession disorder’ 


ICD-10 

Dissociative amnesia 

Dissociative fugue 

Dissociative stupor 

Trance and possession disorders 

Dissociative movement disorders 

Dissociatrve convulslons 

Dissociative anaesthesia and sensory loss 

Mixed dissociative and conversion disorders 

Other dissoclatrve and conversion disorders 

Dissociative and conversion disorder, unspecified 

Not fitting into any subcategory 
(depersonalisation states) 2 
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1. Suggested subcategones (Saxena & Prasad, 1989) 


42 cases for the final analysis. The DSM-III-R and ICD- 
10 diagnoses were made on these cases using specified 
diagnostic criteria and diagnostic guidelines respectively. 


Results 


There were 36 women and 6 men. Twenty-four were aged 
20 years or younger, 11 were 21-30 years, and 7 were over 
30. Twenty-one were married and 33 had received some 
formal education. 

The DSM-III-R (axis I) diagnoses for these cases are 
given in Table 1. The 40 cases classified under dissociative 
disorders not otherwise specified were further assessed 
applying the criteria for suggested subcategories of simple 
dissoclative disorder and possession disorder (Saxena & 
Prasad, 1989). These categories fit 34 and 2 cases 
respectively. 

The ICD-10 diagnosis for these cases are also given in 
Table 1. Two cases with depersonalisation states did not 
fit into any subcategory of dissociative disorders. 

Evidence for psychological causation (traumatic events, 
insoluble and intolerable problems or disturbed relation- 
ships) was definitely present in 16, probably present in 12, 
and absent in 14 cases (the diagnoses for these 14 were kept 
provisional). These cases were well distributed among the 
various subcategories. 


Discussion 


The present study corroborates the findings of an 
earlier study (Saxena & Prasad, 1989), that the 
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majority of patients with dissociative states seen 
in India do not fit into any specific diagnostic 
subcategory in the American classification system 
and have to be assigned to the residual subcategory 
of dissociative disorders not otherwise specified. This 
study further substantiates the usefulness of suggested 
subcategories - simple dissociative disorder and 
possession disorder — as a large proportion of the 
sample fit into these. 

In contrast, the subcategorisation of these disorders 
in ICD-10 appears satisfactory: 36 of the 42 cases 
could be given specific diagnoses. The concept of 
dividing the dissociative states according to the 
prominent manifestations as well as the specific entities 
included, seems largely satisfactory. However, 
the individual entities have not been described 
and defined with sufficient clarity, leading to 
overlap and uncertainty. Dissociative stupor, trance, 
movement disorder and convulsions need to be 
delineated on the basis of severity of alteration 
of consciousness, extent of diminution in voluntary 
movements and speech, degree of responsiveness to 
the environment, and the approximate duration of 
each episode. Trance needs to be separated from 
possession states, because the characteristic alter- 
ation in personal identity, which is an essential 
feature of the latter, is absent in the former. 
Dissociative convulsions, which were diagnosed in 
31 (79%) of our sample, are especially poorly 
described in ICD-10. The diagnostic guidelines do not 
state whether the convulsions should be similar to 
generalised tonic-clonic seizures or whether they 
can mimic other forms of epilepsy (e.g. absence 
attacks, partial complex seizures), although this 
point is clarified in the February 1990 draft of ICD-10 
diagnostic criteria for research. The description of 
dissociative convulsions states that ‘loss of conscious- 
ness is absent or replaced by a state of stupor or 
trance". In the present study, none of the cases 
diagnosed as dissociative convulsions had full 
consciousness during the episode. The alteration in 
consciousness was similar to the state of stupor or 
trance, but no guidelines are provided as to whether 
these cases should be given an additional or alternative 
diagnosis of stupor or trance. 

The conceptual and practical usefulness of com- 
bining conversion and dissociative manifestations is 
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also an important issue for research, especially for 
developing countries, where these states are commonly 
encountered. However, since the present study 
was confined to primary dissociative states, no 
comments can be made on this from the results of 
this study. 

In conclusion, the present study suggests that ICD- 
10 seems more suitable than DSM-III-R for 
psychiatric out-patients presenting with primary 
dissociative states in India. However, the diagnostic 
guidelines for individual subcategories in ICD-10 
need to be made more explicit and specific, to avoid 
overlap and uncertainty. 
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Monosymptomatic Hypochondriacal Psychosis in Developing Countries 


ABDELKARIM AHMED OSMAN 


Although a large growing literature indicates that 
monosymptomatic hypochondriacal psychosis is more 
common than previously thought, little contribution has 
been made from psychiatrists working in developing 
countries. Fifteen patients are described who presented 
with the defusion of emitting a foul smell. 

British Journal of Psychiatry (1991), 159, 428-431 


Monosymptomatic hypochondriacal psychcsis (MHP) 
is an illness characterised by a single isolated 
delusion. Although this delusion may be firmly held 
for many years, it has little adverse effect on the 
integrity of the personality and there is minimum 
psychotic deterioration (e.g. Reilly & Eatchellor, 
1986). Nevertheless, it has devastating effects on the 
social and occupational functioning of tke patient. 
The delusion should be primary, and not attributed 
to any other underlying psychotic disorder which 
may be dominated by such delusions (e.g. Thomas, 
1984). In its pure form, MHP is not as rare as had 
been emphasised in the past, and a growing literature 
is accumulating. 

Many subvarieties have been describec but only 
three are commonly encountered in clinical practice: 


(a) delusion of skin infestations (e.g. Reilly & 
Batchellor, 1986) 

. (b) delusion of body odour (e.g. British Medical 
Journal, 1978) 


DSM-III-R has retained the term monodelusional 
(paranoid) disorder with its six subtypes, with 
Munro’s (1982) MHP fitting well with the somatic 
subtype (American Psychiatric Association, 1987). 

Much of the literature on this disorder has been 
from the West but little has emerged from developing 
countries. This is not necessarily an indication of the 
rarity of this disorder in these societies. Having seen 
two cases within a few months in Jeddah, in contrast 
to seeing none in five years in Britain, I decided to 
study MHP in this contrasting social context and 
to explore the significance of socio-environmental 
factors in generating the primary delusion and in 
determining the nature and the content of the delusion. 


Method 


A case series was collected to compare with Munro’s 
(1982a,b) cases. Diagnostic guidelines of MHP were sent 
to the three main general hospitals in Jeddah to help the 
specialists in general medicine, surgery, dermatology, and 
dentistry to detect these cases early and to refer them to 
the author. The diagnostic guidelines were as follows: 


(a) one specific complaint related to only one sensory organ 
or system, not necessarily of delusional intensity 

(b) all other symptoms or signs directly related to this 
primary dominant symptom 

(c) strong conviction that the symptom is due to a 
physical cause with strong denial of any psychiatric 





(c) delusion of physical defect (e.g. Thomas, 1984). involvement 
Table 1 
Summarised case histories of presenting patients 
No. of Sex Age range: Occupation Complaint Duraton Mantal status Possible related factors 
cases years 
7 M 21-35 3 drivers Emitting foul 5 months to 68 single 6 had developed symptoms after 
3 policemen smell from 10 years 1 divorced  psychosexual stress, 1 patent 
1 clerk cenital areas developed symptoms after 24 
hours In Jail 
2 F 21-26 1 housewife Emitting foul 15 months 1 married One had a tense argument with 
1 unemployed smell with 18 months 1 single husband who commented on her 
cischarge from l smelly dirty body, the other had 
genitals no clear factor 
3 M 28-38 1 teacher Severe 1-6 years All mamed 2 had long standmg somatoform 
1 clerk halrtosis disorder affecting their digestive 
1 policeman system. 1 had no clear factor 
1 F 28 social worker Ead taste and 6 months single Always been conscious of her 
halitosis mouth odour 
2 M 29, 30 officials Abnormal sticky 9-14 months Both single No clear factors 
sweat and 
offensive odour 
from armpits 
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MHP IN DEVELOPING COUNTRIES 


(d) repeated medical consultations and investigations 
which fail to confirm the perceived diagnosis 
(e) well integrated personality with minimum psychotic 
deterioration despite the long duration of symptoms. 
A total of 28 cases were referred between November 1985 
and August 1988. 


Results 
Three groups were identified: 


(a) 15 cases met the criteria’ for monodelusional 
(paranoid) disorder of DSM-III-R, and the diagnostic 
check-list of Munro (1982) ; 

(b) 11 cases presented with hypochondriacal fear, mostly 
affecting only one organ or system, which did not 
reach delusional intensity but was severe enough to 
interfere with normal life 

(c) two cases were of delusion of deformed, ugly nose 
which later proved to be prodromal of schizophrenia. 

All 15 cases which met the criteria for MHP presented 

with delusions ‘of bromosis (the belief that one emits an 
offensive body- odour). None of them showed the other 
delusions mentioned in literature. The case histories are 
summarised in Table 1. 


Discussion 


Monosymptomatic hypochondriacal psychosis was 
rarely described in English literature until Munro 
(19824) presented 50 cases-with distinct prominent 
isolated delusions, indicating that this disorder is a 
distinct nosological entity. He added that, psycho- 
pathologically, the condition is subtype of paranoia 
(Munro, 1982b) which is effectively treated by 
pimozide, and its presentation is relatively in- 
dependent of cultural factors. 

Since then the dispute has not been settled 
regarding its nosological position. Many authors 
shared Munro's views, and reported cases have 
conformed to his description (e.g. Reilly & Batchellor, 
1986) while others see it as merely a manifestation 
of underlying psychiatric disorders, not necessarily 
delusional in their intensities (e.g. Thomas, 1984). 
Braddock (1982) indicated the difficulty which may 
face the psychiatrist in assessing the delusional 
quality of an isolated single prominent belief in the 
clinical setting, while Thomas (1984) stressed the 
importance of differentiating the cases where the 
belief is held as an overvalued idea from those where 
it reaches delusional intensity. 

All 15 patients in this series shared the conviction 
of emitting a foul smell from a particular part of 
their bodies. None presented with other delusions 
reported in the Western literature, such as para- 
sitosis, infestation or physical ugliness. Analysis 
of our patients identified three areas of the body 
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which were implicated as the source of the offensive 
odour: 


(a) the groin and genital areas in seven men and 
two women 

(b) the mouth (severe halitosis) in three men and 
one woman 

(c) the armpits in two men. 


Two points may be significant in the psycho- 
pathology of this disorder in relation to socio- 
environmental factors. The first is that all the 
patients complained of offensive odour coming from 
an area which is expected to smell and which under 
certain conditions naturally emits a specific odour. 
The second is that emitting a foul smell from these 
areas carries a special psychological and social 
significance; it is seen as indicative of poverty and 
lack of personal hygiene, both of which carry great 
social stigma in developing countries. In Saudi 
Arabia's hot and humid climate, people tend to sweat 
heavily and poor body hygiene would lead to odour. 
The strong psychosocial significance attached to the 
body odour makes people more sensitive, and 
depending on individual disposition, may lead to 
obsessional preoccupations and frank delusional 
psychosis. On the other hand, body infestation and 
physical beauty do not have the same social 
significance as in Western countries. 

In developing countries, parasitosis and body 
infestations are not uncommon, but are considered 
as illnesses and consequently do not have the same 
negative psychosocial significance. Interestingly, two 
of our patients had complained of odd sensations 
and itching of the genital area before they progressed 
to develop their conviction of emitting a foul smell 
from these areas. This itching and sensation could 
have been- attributed to body infestation with 
subsequent emergence of delusion of infestation 
rather than delusion of body odour. 

Physical beauty and attractiveness are not as highly 
valued in the-developing countries as in Western 
societies. Social heterosexual relationships are 
virtually non-existent in Arab societies and marriages 
are still generally arranged by the families. Under- 
standably, people are not particularly concerned with 
their physical appearance. Such a neutral, if not 
negative, social attitude may have rendered people 
less sensitive and less preoccupied with their physical 
beauty, which may be a conceivable explanation for 
the lack of such delusions among our patients. 

Monosymptomatic hypochondriacal psychosis 
may be a disorder which affects people with a self- 
conscious disposition, under the influence of socio- 
environmental factors. Socio-environmental factors 
seem to play an important part in the sensitisation 
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of the patient and in the determination of the nature, 
quality, and intensity of the delusion. 

Although Munro (19822,b, 1988) indicated that the 
disorder is relatively independent of cultural factors, 
unpublished Scandinavian research has identified the 
following four groups of factors which are significant 
in assessing these patients. These are: environmental 
factors, personality traits, adverse psychological fac- 
tors, and present or past illness. All these factors were 
significant in assessing our patients and contributed 
to the initiation as well as the determination of the 
type and severity of the symptoms. 

The long duration of symptoms at presentation 
to psychiatric clinics raises questions regarding the 
reliability and validity of eliciting these beliefs and 
assessing their quality and intensity. Even at three- 
year follow-up, it can be difficult to determine the 
quality and intensity of these beliefs. In many 
instances, I have felt them to be overvalued ideas 
which fluctuate in intensity and are not necessarily 
held with absolute conviction to reach delusional 
level. Thomas (1984) stressed the importance of 
such differentiation for therapeutic and prognostic 
implications. 

Many characteristics of these patients which 
Munro (1980, 1982a,b) emphasised fit much more 
closely with overvalued ideas than to delusions. 
Overvalued ideas tend to develop in predisposed 
personalities with excessive obsessional and neurotic 
traits, often out of an adverse experience which 
aroused strong affective response (e.g. McKenna, 
1984). Jaspers (1959) differentiated delusions from 
overvalued ideas mainly by their distinctive alien 
quality. Patients with delusions frequently show a 
marked discrepancy between the degree of their 
conviction and the extent to which their delusions 
control and direct their actions. All patients reported 
to have MHP have shared these characteristics. 

The belief usually starts as an obsessional pre- 
occupation precipitated by a trivial event in a 
suitable psychological setting in predisposed people, 
which may become overvalued ideas with its strong 
affective and emotional component which makes 
these people persistently and repeatedly visit clinics, 
not only to be treated by the physician, but also to 
confirm the diagnosis that they have alreedy made 
(Munro, 1982, 1988). Convictions such as o? emitting 
a foul smell from areas of the body which may 
naturally do so, lacks the alien and bizarre quality 
of delusions, which may afflict any part of the body 
and not always only those areas which may naturally 
emit such odour under certain conditions. In six of 
my patients, the complaint emerged after a severe 
psychological trauma with a strong affective com- 
ponent. All these factors favour overvalced ideas 
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rather than true delusions. Strong evidence comes 
from the response of these patients to different medi- 
cations. Most of those who failed to respond to 
pimozide responded well to thioridazine or imi- 
pramine, both of which are effective antidepressants. 
This indicates that at least some of our patients 
showed a strong affective element as part of their 
disorder, as one would expect with overvalued ideas. 

Among my patients, seven responded to pimozide. 
Of those who failed to respond to pimozide, six 
responded very well to thioridazine and/or imi- 
pramine. The response to pimozide was only seen in 
patients who had presented with delusions of genital 
odours, a phenomenon for which I cannot offer any 
explanation. One female patient refused any drug 
treatment and was successfully treated with 12 
sessions of individual psychotherapy. A similar result 
has been reported by Nolki (1988). 

Munro maintained that pimozide was the specific 
therapy in MHP, to the extent that he has suggested 
its use as a therapeutic trial to differentiate these 
cases (e.g. Munro, 1982a,b, 1988). However, some 
recent reports have indicated that other neuroleptics 
such as haloperidol, thioridazine and the tricyclics 
are effective in ameliorating symptoms in these 
patients (e.g Andrews et al, 1986). 

The seven patients who failed to respond to pimozide 
were treated with thioridazine and/or imipramine, 
with six of them responding well to these drugs. 
Accordingly, other neuroleptics and tricyclics should be 
used if pimozide proves ineffective or is not available. 


Conciuslon 


Cases of MHP are likely to be under-reported in 
developing countries. Such patients tend to repeatedly 
consult physical specialists and do not accept psy- 
chiatric intervention. They form an important and 
not uncommon cause of psychiatric morbidity in these 
societies. Early detection and intervention is crucial in 
terms of diagnosis, treatment and prognosis. The con- 
dition is treatable, and although most earlier reports 
favour pimozide as the effective treatment, evidence 
is accumulating to favour other neuroleptics as well as 
tricyclics, and even, in some cases, psychotherapy. 

Better liaison between psychiatrists and other 
specialists who are commonly the first-line recipients 
of these cases is strongly advised. Early detection and 
referral of these cases for psychiatric help is essential 
to minimise and prevent chronicity. 
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Post-traumatic Stress Disorder and Severe Head Injury 


T. M. McMILLAN 


Post-traumatic stress disorder (PTSD) is described 
following a road traffic accident In which the patient 
suffered a severe head injury. The stress reaction was 
associated with Intrusive thoughts and avoidance of 
cognitive and physical events associated with con- 
sequences of the accident. The condition was successfully 
treated by behavioural Intervention. It seems clear that 
PTSD can occur even where there Is loss of consclous: 
ness and organic amnesia for the event and: its 
Immediate sequelae. 

British Journal of Psychiatry (1991), 159, 431-433 
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Case report 


AC sustained a severe head injury resulting in unconscious- 
ness at the age of 18 when she was involved as a passenger 
in a collision between two cars. She had left school at the 
age of 17 with 5 ‘O’ levels and then worked as a bank clerk: 
She was single, and lived in the family home. There was 
no previous neurological or psychiatric history. ^ ~ 
Shortly after the accident, a computerised tomography 
(CT) scan revealed brain swelling. She was treated 
conservatively in an intensive care unit for three days and 
regained consciousness three or four days after the injury. 
Six weeks later, she was transferred to a neuro-rehabilitation 
unit in north London where she remained as an in-patient 
for three months. Post-traumatic amnesia was estimated 
to be of about six weeks, indicating a severe head injury 
(Russell & Smith, 1961). Initially, she suffered a mild right 
hemiparesis, mild dysphasia, euphoria, poor memory and 


insight, but recovered in the rehabilitation unit to become 
fully ambulent and independent for self-care. She returned 
to work in the bank seven months after the injury. 

Fourteen months after her injury she was referred with 
possible psychogenic symptoms and symptoms commonly 
associated with severe head injury. These included undue 
fatigue, poor concentration, difficulty coping at work, 
occasional dizziness and severe headaches (Lishman, 1988). 
Her mother observed that she was irritable, verbally 
aggressive, moody, and childish at times. 

There were symptoms of depression, including negative 
thinking, feelings of failure, loss of interest, hopelessness, 
poor appetite, loss of libido, early wakening and tearfulness. 
On the Beck Depression Inventory she scored in the 
moderately severe range (27). She made efforts to motivate 
herself, however, and attended work regularly and carried 
out daily physiotherapy exercises. 

She also expressed a number of feelings which were not 
consistent with post-concussional symptoms or low mood. 
A close friend had died in the car accident, and she had 
frequent intrusive thoughts about her dead friend several 
times a day: She could not prevent these thoughts from 
entering her mind. Apparently, these thoughts occurred 
randomly, and were also triggered in situations where they 
might conceivably have met, such as in a local supermarket. 
She suffered from continual and irrational survivor guilt, 
believing that she had somehow caused the accident, or 
failed to prevent it although she was a passenger and her 
friend had driven the car. In addition to intrusive thoughts 
she showed cognitive and physical avoidance of reminders 
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of the accident; these included hospitals in general, and she 
had feelings of undue anxiety (such as sweating, pounding 
of the heart) if she entered a hospital; the chought of 
entering the rehabilitation unit where she had been an in- 
patient was especially anxiety provoking. She continually 
postponed visiting the grave of her friend, and visiting 
another friend who had sustained very severe and persisting 
injuries in the same accident. She had a fear of driving and 
broke down in tears during her driving test, which she failed. 
She avoided talking about the accident to anyone. 

Classification of symptoms below are consistent with the 
DSM-III-R criteria for diagnosis of post-traumatic stress 
disorder (309.89) (American Psychiatric Association, 1987) 
and with the description by Horowitz et al (1379). 


(a) Experience of sequelae of car accident. 
(b) (i) Recurrent and intrusive thoughts. 
(ii) Psychological distress at anniversary pf trauma. 
(c) (i) Avoidance of thoughts associated with accident. 
Gi) Avoidance of situations associated with sequelae. 
Gii) Diminished interest in friends/sociclising and 
career. 
(iv) Feelings that her career would not progress 
further and ambitions foreshortened. 
(d) @ Early wakening. 
(ii) Irritability/temper outbursts.” 
(ii) Poor concentration.* 
(iv) Physiological reactivity on exposure to symbolic 
stimulus (e.g. pounding of heart). 
(e) Duration longer than one month. 
(*Could be due to head injury.) 


Neuropsychological assessment 14 months ater injury 
revealed a moderate degree of general impairment from 
predicted levels of average ability. Seven months later she 
had made modest improvements cognitively although 
she remained somewhat impaired overall. (Details are avail- 
able from the author on request.) 


Treatment ` 


She was treated using cognitive-behavioural exposure 
techniques. More specifically, issues about the accident were 
discussed on a weekly basis and she was asked to write an 
essay on her feelings about the accident and the death of her 
friend. She was initially assisted by a therapist or a relative 
to visit feared situations using an in-vivo exposure 
paradigm; these included hospitals, the rehabilitation unit 
in general and, later, therapy. areas and the female ward 
where she had stayed, her disabled friend and the grave 
of her dead friend. Later she continued these activities on 
her own. She was encouraged. to develop a confiding 
relationship and to discuss her feelings about ths accident 
with her parents and with a friend. After four months of 
treatment she continued to think of her deceased friend 
about once or twice a week, but the thoughts were no longer 
intrusive, she no longer felt guilty, she felt less anxious if 
visiting a hospital, and could walk round the rehabilitation 
unit. She had visited her disabled friend, her dead friend's 
parents and the.grave of her dead friend on a rumber of 
occasions and now felt reasonably relaxed in these situations 
and able to visit on her own. She had continued to learn to 
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drive and had passed her driving test. Her score on the Beck 
Depression Inventory fell to 9 (not depressed); she now had 
a good appetite, slept well, was rarely tearful and her affect 
was generally positive. This continued to be the case at a 
4month follow-up (21 months after injury). 


Discussion 


The occurrence of PTSD following disaster or 
combat stress is now becoming well documented in 
adults (Gist & Lubin, 1989), and also following 
disaster in children (Yule & Williams, 1990), and the 
possibility of its occurrence following minor head 
injury has been suggested (Davidoff et al, 1988). It 
is also clear from a growing body of work that 
behavioural exposure techniques can be successful 
in the treatment of PTSD (Fairbank et al, 1981; 
Keane & Kaloupek, 1982; McCaffrey & Fairbank, 
1985). In these studies, the victim may have had 
partial or no recall of the event (functional amnesia), 
and it has been observed that relatives who were not 
present and did not have direct experience of the 
disaster (but have memories of it, e.g. via the media) 
can develop a similar condition. 

Following severe head injury, post-traumatic 
amnesia is usually considered to be due to brain 
injury (Russell & Smith, 1961). Retrograde amnesia 
may extend from a period of a few seconds to years. 
Although the retrograde amnesia may be patchy and 
shrink towards the time of the accident, the event 
itself is never recalled (Crovitz, 1987). In the present 
case, consciousness was lost immediately and did not 
return for at least three days; hence she could have 
no memory of the accident or events immediately 
following it, and it is not, therefore, possible to 
equate this with an emotional defence mechanism 
such as avoidance or denial. A psychogenic com- 
ponent in retrograde amnesia is possible, but any 
functional component could only relate to events 
before the accident and later coping strategies. 

It would seem therefore, that post-traumatic stress 
disorder can occur despite amnesia for the event and 
its immediate sequelae as a result of brain injury. 
The development of such a disorder may be 
influenced by circumstances and subsequent events, 
perhaps i in this case by the avoidance of situations 
associated with the accident, the absence of grieving, 
and lack of a confiding relationship. In this case, the 
patient had to adjust to the death of her friend, to 
the injuries caused to herself and to the other 
passenger. 

Clinicians should be aware that stress reaction can 
occur during common every-day disasters on a small 
scale such as car accidents, not only where there has 
been no loss of consciousness (Fairbank ef al, 1981), 
but also where patients have suffered loss of 
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consciousness and brain injury, and have no recall 
of the accident itself. Such stress reactions might be 
ameliorated by behavioural techniques. 
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Serotonin Reuptake Inhibitors, Epilepsy and Myoclonus 


MARTIN DEAHL and MICHAEL TRIMBLE 


Specific inhibitors of 5-HT reuptake are reported to have 
lower proconvulsive activity than other antidepressants. 
A patient with post-traumatic epilepsy who had 
remained fit-free for many years until she was given the 
6-HT reuptake Inhibitor fluvoxamine is reported. Changes 
in serotonergic function may play a more widespread 
role in the pathophysiology of seizure disorders than 
hitherto thought. 

British Journal of Psychiatry (1991), 159, 433-435 


Myoclonic, focal and generalised seizures have all 
been reported in association with a wide range of 
antidepressant drugs both in overdose and at normal 
therapeutic doses (e.g. Trimble, 1980). The pro- 
convulsive activity of specific 5-HT reuptake inhibitors 
such as fluvoxamine and fluoxetine is suggested to 
be less than with the traditional tricyclic and 
monoamine oxidase inhibitor (MAOT) antidepressants 
which possess a much broader spectrum of pharmaco- 
logical activity (e.g. Wernicke, 1985). These clinical 
Observations have been supported by a number of 
animal studies (e.g. Krijzer et a/, 1984). Although 
a 5-HT-myoclonus syndrome has been described 
(Coleman, 1973), abnormalities of central serotonergic 


function are thought unlikely to be of major 
significance in the pathophysiology of seizure disorders 
(e.g. Meldrum, 1989). The relatively low proconvulsive 
potential of specific 5-HT reuptake inhibitors 
suggests that these agents may have a role in the 
treatment of depressive disorders in ‘high-risk’ 
patients with established epilepsy or other underlying 
change of seizure predisposition. 

Despite the data from animal studies, a number 
of reports have implicated the use of 5-HT reuptake 
inhibitors with seizures. Such reports challenge the 
assumption that changes of serotonergic function 
have little if any role in the biochemistry of seizure 
disorders. They also serve as a reminder that these 
drugs should be used with caution in patients with 
an underlying seizure diathesis. 


Case report 


A 45-year-old woman presented to her general practitioner 
with a two-month history of depression. At the age of 11 
she bad developed post-traumatic epilepsy following a head 
injury. At that time she experienced three to four major 
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generalised seizures, but subsequently remained fit-free on 

“anticonvulsants. All anticonvulsant medication was dis- 
continued by the age of 15, and thereafter she -emained 
well, off all medication. 

She was prescribed fluvoxamine (50 mg b.d.) for her 
depression, which she had taken for three weeks when she 
experienced a brief paroxysmal episode of altered con- 
sciousness preceded by an unpleasant ‘rising’ sensation in 
her epigastrium. Although she was vague about her 
symptoms, there appear to have been no gross abnormal 
movements or complete loss of consciousness although she 
was reported to be inaccessible during the episode, which 
lasted two or three minutes. Over the following two weeks, 
she experienced several further similar attacks. She was 
referred to a neurological clinic, where a clinical diagnosis 
of epilepsy was made which was subsequently supported 
by an electroencephalogram (EEG) showing focal left 
frontotemporal epileptiform activity. The patient was told 
not to drive, and advised to discontinue fluvoxamine. On 
leaving the clinic, she attempted to move her car. She 
experienced a further attack, losing control of the vehicle 
which struck a bystander. The patient, who is currently fit- 
free and off all medication, is now faced with court 
proceedings. Subsequent EEG recordings, performed 
several weeks after discontinuing fluvoxamine, showed no 
focal abnormality. 


Discussion 


This is the first known report of a patient experiencing 
a number of seizures on therapeutic doses of 
fluvoxamine in the absence of any other medication 
or other current predisposing factors. Although this 
association could be coincidental, there have been 
a number of similar anecdotal reports. One of the 
earliest of the selective 5-HT uptake inhibitors to be 
introduced was zimelidine, and seizures were a 
commonly observed side-effect (Nilsson, 1983). One 
published report describes a major seizure occurring 
in a patient following a massive overdose (3000 mg) 
of fluvoxamine (Wernicke, 1985). The Committee 
on the Safety of Medicines has received 17 reports 
of convulsions possibly related to fluvoxamine 
therapy (13 major seizures, one focal seizure and 
three unspecified). Details of these cases are 
unpublished: 10 patients were known epileptics, two 
fits were probably alcohol-related, one was due to 
metabolic disturbance, the remainder lacked adequate 
clinical information (personal communication). In 
contrast, Harmant ef al (1990) found no alteration 
in seizure frequency when a group of 35 depressed 
epileptics were treated with fluvoxamine. This study, 
however, was limited by its small sample size, high 
drop-out rate (20%), retrospective assessment of 
seizure frequency and the failure to use a placebo, 
or other control group. 

In general, fluoxetine is thought to have little or 
no epileptogenic potential (Cooper, 1988). In a study 
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to investigate the effects of fluoxetine on patients 
receiving electroconvulsive therapy (ECT), seizures 
were, if anything, diminished in duration by the 
concomitant administration of fluoxetine (Gutierrez- 
Esteinou & Pope, 1989). Two reports have been 
published of seizures occurring in association with 
fluoxetine although both these cases were compli- 
cated by other factors: one by a complex medical 
history with pre-treatment neurological abnormalities 
taking multiple medications who subsequently died 
(Weber, 1989), and one by an unspecified past 
medical history who had an abnormal BEG before 
treatment with fluoxetine (Ware & Stewart, 1989). 

Biochemical changes in epilepsy are far from clear. 
Although many anticonvulsants influence brain 
serotonin, effects on cerebrospinal fluid (CSF) 
5-HIAA have produced conflicting results (e.g. 
Meldrum, 1989). In general, abnormalities of 5-HT 
function are thought to be of little relevance to the 
pathogenesis of epilepsy. However, serotonin has 
been implicated in a number of myoclonus syndromes. 
Large doses of 5-hydroxytryptophan (5-HTP) or 
5-HT agonists produce a myoclonic state in guinea 
pigs that is not stimulus sensitive (Klawans ef al, 
1973). Up to 15% of infants with Down's syndrome 
treated with 5-HTP develop a myoclonic syndrome 
resembling infantile spasms (Coleman, 1973). Reports 
have suggested that myoclonus induced by both 
tricyclic antidepressants and MAOIs, may be reduced 
using the 5-HT antagonist methysergide (Klawans ef 
al, 1975). 

This **5-HT myoclonus syndrome"' appears to be 
pharmacologically opposite to and distinct from the 
stimulus-sensitive myoclonus which responds to 
treatment with 5-HTP. In a variety of myoclonic 
states including post-hypoxic and post-traumatic 
intention myoclonus, progressive myoclonic epilepsy 
and essential myoclonus, reduced CSF 5-HIAA levels 
have been recorded. In these cases, clinical improve- 
ment occurs with 5-HTP or drugs which enhance 
essential 5-HT activity. This has led to the suggestion 
that there is a neurochemically distinct but aeti- 
ologically diverse myoclonus syndrome characterised 
by reduced brain 5-HT. 

Thus, although serotonin is thought to be involved 
in a number of myoclonic seizure states, the 
relationship of these to other forms of epilepsy is still 
unclear. In epilepsy, the role of 5-HT is not 
established, and, with the exception of the use of 
sodium valproate in the Janz syndrome (Dreyfuss, 
1983), conventional anticonvulsants have little value 
in myoclonic disorders. A further possibility is that 
many antidepressants are weak GABA antagonists, 
and this may account for their proconvulsant effects. 
Fluvoxamine has no activity at the GABA receptor, 
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which may explain the apparent difference in 
proconvulsive activity between these agents (Squires 
& Saederup, 1988). 

Depression is a common complication of epilepsy, 
and while the product manufacturers urge caution, 
there is a paucity of clinical research on the use of 
5-HT reuptake inhibitors in patients with seizure 
disorders. Further studies are needed to establish 
whether these compounds may have a place in the 
treatment of depression in epilepsy. The widespread 
use of highly specific 5-HT reuptake inhibitors will 
also enable the role of serotonin in seizure disorders 
to be further explored as their effects on seizure 
frequency are of considerable theoretical interest. 
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Head Circumference in Elderly Long-Stay Patients with Schizophrenia 


GARETH H. JONES and JOHN E. LEWIS 


The head circumference of a long-stay population with 
schizophrenia was compared with that of a population 
with dementia, matched for sex and year of birth. 
Schizophrenics had a smaller head circumference, even 
after correction for height and weight. This confirms 
earlier but inconclusive and controversial reports, and 
might be taken as supporting a neurodevelopmental 
hypothesis of the aetiology of schizophrenia. 

British Journal of Psychiatry (1991), 159, 435—438 


Andreasen et al (1986) concluded that schizophrenics 
had smaller brains than a group of normal controls 


on the basis of measurements performed on a mid- 
sagittal scan of a magnetic resonance image (MRI). 
Decreased cranial and cerebral sizes were associated 
with prominent negative symptoms, and with 
impairment on certain cognitive tests, findings which 
the authors state are consistent with some type of 
early developmental abnormality that might retard 
brain growth and subsequently skull size. 

The July 1987 correspondence columns of Archives 
of General Psychiatry were filled almost exclusively 
with comments and criticisms about head size and 
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schizophrenia. For example, DeLisi ef al (1987) 
stressed the importance of matching patients ad- 
equately with controls for variables such as sex, body 
build, and economic and nutritional status. Weinberger 
et al (1987) questioned the reliability of using MRI 
scanning to measure cranial size, and thought that 
the use of a high-quality tape measure would be more 
appropriate. In their own series, slightly larger heads 
were found in the schizophrenics, in contrast to what 
would be expected from Andreasen ef al’s results. 
However, it is difficult to make any meaningful inter- 
pretation of Weinberger et als findings, not only 
from the point of view of adequate matching of 
patients with controls, but also because their patients 
were undergoing regional cerebral blood flow 
and computerised electroencephalographic mapping 
studies. They might, therefore, be assumed to be 
more motivated and intelligent subjects, this not 
necessarily being true of schizophrenics as a whole. 
Also, if early developmental abnormzlities were 
thought to be important, then these highly selected 
subjects might already have been screened and 
excluded if they had had a history, for example, of 
birth injury. ' 

Reveley et al (1987) commented thet, in their 
computerised tomography (CT) studies, there was 
no significant difference in intracranial area on the 
largest supra-orbital cuts between the schizophrenic 
monozygotic twin and his/her unaffected co-twin, 
nor between healthy control monozygotic twins. 
However, their studies were limited to a comparison 
of twins, who are in themselves not representative 
of the population as a whole, most of whom are not 
twins. Multiple births are more prone to environ- 
mental effects such as placental insufficiency, 
prematurity and difficult births, all factors which 
could have considerable bearing on brain develop- 
ment, and which might mask smaller differences 
between schizophrenics and normals. 

We felt that this debate was far from conclusive, 
and decided to look at the head circumference of the 
old long-stay patients in Whitchurch Hospital. 


Method 


All the in-patients resident for more than one year in 
Whitchurch Hospital, Cardiff, and who were born during 
or before 1939, were recruited for the study. This population 
was chosen as they would be more prone to display 
diminished head size from neurodevelopmental abnormalities 
in early life, being subject to borderline nutrition, and 
increased risk of perinatal morbidity because of the high 
proportion of home births at that time. One obviously 
microcephalic lady with a subsidiary diagnosis of mental 
subnormality was excluded. Patients were asked for, and 
gave, informed consent. This produced a total of 39 
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individuals, who satisfied DSM-III-R criteria for schizo- 
phrenia (American Psychiatric Association, 1987), 23 
female, and 16 male. Head circumference was measured 
with a high-quality tape measure. The patient sat while the 
tape was passed around the head, just above (but not 
including) the brow ridges, and the maximum circumference 
was recorded. All measurements were made by one of us 
(JL), as a pilot study of 20 patients and controls had found 
rather better test-retest reliability (Spearman’s rho 0.998, 
P<0.001) than inter-rater reliability (rho 0.979, P<0.001). 
The measurement was made with firm but not strong 
pressure to the nearest millimetre, and the average of two 
values recorded. The patient’s weight was then recorded 
in stockinged feet and light indoor clothes, using a beam 
balance, measurements being taken twice to the nearest 
0.1 kg. Height was measured in stockinged feet using a wall 
ruler, measurements being taken twice to the nearest 0.5 cm. 

The subjects were then matched for sex, and as near as 
possible for year of birth, with a group of patients from 
a population suffering from primary dementia. We decided 
to use this diagnostic category as sufficient patients 
with affective illness could not be found. The patients with 
dementia were mostly in-patients, although their length of 
stay was much shorter than that of the schizophrenics. Thus 
they shared mostly a similar environment and diet to the 
schizophrenics, and also had the advantage of accessibility. 
All had a dementia acquired late in life, and had no 
significant previous medical, psychiatric or neurological 
history. All patients satisfied DSM-III-R criteria for 
dementia arising in the senium and presenium, and included 
people with Alzheimer’s, multi-infarct dementia, or a mixed 
pathology, but not specific disorders such as Huntington’s 
or Korsakoff's. However, we found difficulty in obtaining 
males to match for the youngest schizophrenics. Thus, three 
of our controls had year of birth differing by up to 2.8 
years, but all the other subjects were matched to within six 
months. There was also a slight mismatch for place of 
residence: nine of the controls (five women and four men) 
lived in their own homes in the community, although all, 
except two of the men, attended regularly at the day hospital. 

Informed consent was obtained from the patients with 
dementia, and the same measurements carried out in an 
exactly similar fashion to the schizophrenic subjects. Neither 
the schizophrenic nor dementia groups contained any 
subjects thought at any time to be mentally handicapped. 
Indeed, all subjects had at one time led independent 
lives, as judged by their having held a job or run a 
household. 


Results 


The difference of head circumference of about one standard 
deviation in men with schizophrenia v. those with dementia 
achieves statistical significance on a paired /-test, and would 
not at first sight seem to be accounted for by marked 
differences in body build (Table 1). The matching for year 
of birth was less than perfect, up to 2.8 years in one 
instance, owing to a difficulty in obtaining males with pre- 
senile dementia. The male population estimate is based on 
measurements of 58 industrial workers in west Wales, who 
were of a roughly comparable racial background, although 
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Table 1 
Measurements of male (n = 16) and female (7 = 23) schizophrenics and male (n = 18) and female (n = 23) controls (dementia 
patients) 
Schizophrenia Dementia P Population 
esumate 
Male 
Mean head circumference: cm (s.d.) 56.16 (1.40) 57.79 (1.71) «0.01 6717 (2.23) 
Mean height. cm 169.81 (7.03) 170.44 (7.08) NS 
Mean weight: kg 66.89 (10.06) 69.14 (11.48) NS 
Mean year of birth 1922.17 18.68) 1922.70 {9.21} NS 
Female 
Mean head circumference: cm (a.d.) 64.03 (1.20) 5476 (105) 0 05<P<0.1 65.42 (1.35) 
Mean haight: cm 153.70 (9.00) 156.91 (8.73) NS 
Mean weight: kg 56.90 (15.76) 56.68 (9.37) NS 
Mean year of birth 1916.35 (8.58) 1916.20 (8.53) NS 


of a somewhat earlier year of birth, and suggests the 
common sense view that the patients with schizophrenia 
had small heads, rather than the alternative that patients 
with dementia had large ones. 

In the women, there is a reduction in head circumference 
of about three-quarters of a standard deviation, which just 
fails to achieve significance at the 5% level. The female 
population estimate is based on 26 Slovakian women aged 
50-59, a group that is poorly matched for race and spread 
of age, although the average year of birth is about right. 
Again, the measurements in schizophrenia appear lower 
than expected. 

In view of the possible confounding effects of body build 
on head circumference, and of the known year-of-birth 
effect this century on brain weight, possibly due to better 
nutrition and greater skeletal growth in general, a more 
detailed analysis was undertaken. In an analysis of variance 
(ANOVA) based on all 78 subjects, head circumference was 
taken as the dependent variable, with sex and diagnosis as 
discrete variables used as factors, and year of birth, weight, 
and height as continuous variables used as covariates. 

Such an analysis was thought to be appropriate as the 
distribution of head circumference was not substantially 
skewed. Of the covariates, only height achieved significance 
(F=25.1, P<0.001), but there were main effects of both 
sex (F=21.6, P<0.001), and chagnosis (F = 12.0, P<0.001), 
with no significant two-way interaction. 

The crude difference in head circumference between all 
patients with schizophrenia and all those with dementia was 
a reduction of 1.10 cm. Adjustment for confounding with 
the other variables in the model changed this very little, 
to 1.04 cm (95% confidence interval 0.44 to 1.64 cm). By 
way of contrast, the male/female difference, adjusted for 
the confounding effect of diagnosis, was roughly double 
this at 1.95 cm. 


Discussion 


The difference of 1.04 cm in head circumference 
between patients with schizophrenia and those with 
dementia is much greater than is likely to have been 
accounted for by any unreliability of measurement, 


as the standard deviation of repeat measurement was 
only 0.08 cm. It also survived correction for the 
obvious possible confounding variables of height and 
weight; our full model accounts for 56% of the total 
variance of head circumference. At first sight this 
seems to be consistent with Andreasen et al’s finding 
of smaller cerebral size in schizophrenia. A similar 
finding of a 1.1 cm difference was reported by Betz 
(1942), in a study limited to females, that only 
reached the 6% level of significance, with no 
correction for age or height. One other study (Price, 
1969) found no difference in maximum head breadth 
between 29 schizophrenics and their siblings of the 
same sex, but in this instance the control group was 
obviously not matched for year of birth, and the 
whole group was much younger than ours. 

Several post-mortem series have reported a loss 
of brain substance, as assessed by brain weight, 
although such studies cannot distinguish between 
either a failure of brain development, or neuronal 
loss in adult life. The series closest to ours, that of 
Brown et al (1986), reported a 6% loss of brain 
weight in a post-mortem study of a complete series of 
41, old long-stay, Feighner-positive schizophrenics, 
compared with 29 patients with a primary affective 
disorder. Adjustment was made for age, sex, and 
year of birth, but not for height or weight. 
Interestingly enough, our finding of a reduction of 
head circumference by 2% would be compatible with 
a 6% reduction of brain volume, if the brain were 
to be regarded as a sphere (circumference = 22 r; 
volume = 4x r?/3, a cubic function). 

A brain-weight reduction of 4.5% was described 
more recently by Bruton ef al (1990), accompanied 
by a reduction of brain antero-posterior length of 
0.7 cm (3.9%) in males and 1 cm (5.7%) in females. 
Adjustment was made for age, but not for height 
or weight. 
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Thus, our finding of a reduction in head circum- 
ference takes the argument further, by being 
consistent with either a failure of brain development, 
or of neuronal loss before maturity. The sex 
difference in our data is of particular interest, with 
males showing a difference at the 1% level, while 
a similar trend in the females just failed to reach 
statistical significance. This greater effect in male 
patients would be compatible with Crow's (1990) 
pseudo-autosomal hypothesis that the development 
of schizophrenia may be associated with a failure to 
develop normal brain asymmetry, the latter process 
known to be much more prominent in males. 

Alternatively, our findings might be explained by 
a developmental arrest in a proportion of schizo- 
phrenics, induced perhaps by an environmental insult 
such as an intrauterine virus or an obstetric 
complication. However, it should be borae in mind 
that our difference of 2% in head circumference is 
only slightly greater than that which is known to 
occur from the age of 18 to full adult size (Nellhaus, 
1968). Thus, it is not possible to say that ell patients 
are affected, nor exactly when it might be that such 
a developmental arrest occurred. 

The greatest problem with our series is the lack 
of matching for occupational status and intelligence, 
the latter being known to correlate broadly with head 
size. It should not be forgotten that several series 
have found a broad epidemiological correlation 
between low intelligence and the eventual develop- 
ment of schizophrenia (e.g. Mason, 1956). Mason's 
study is particularly compelling as the intelligence 
quotient (IQ) was measured at army entrar.ce, many 
years before the onset of illness, and might well 
be taken as supporting the idea of a developmental 
arrest. 

It would be especially difficult to match for pre- 
morbid IQ as the old long-stay population is 
particularly difficult to test psychometrically, as aré 
severely demented patients. One possible way 
forward in the future would be to make any 
assessment of pre-morbid intelligence using the New 
Adult Reading Test in dementia (Nelson & O^Connell, 
1978), although this has not, to our knowledge, been 


validated in a long-stay schizophrenic population.. 


The second problem is that our long-stay population 
is obviously a highly selected one (perhaps only 1% 
of the total lifetime at-risk group of this hospital's 
catchment population), being more likely to be 
socially impoverished, and possibly more damaged 
in general. Indeed, Jones & Offord (1975) argued 
that a low pre-morbid IQ was genetically independent 
of any transmission of schizophrenia, but also tended 
to give poorer outcome, with perhaps a higher 
tendency to reach long-stay care. 
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In search for the causes of schizophrenia, the notion 
of early brain lesions during the period of develop- 
ment has a growing body of evidence in its support, 
albeit at present circumstantial. Clearly, further 
research is urgently needed. Ironically, the old long- 
stay population may yet provide vital clues. We would 
suggest that they be studied more closely before they 
either die, or become more difficult to follow, as they 
are rehoused away from traditional mental hospitals. 
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Definition of chronic fatigue syndrome (CFS) 


Sm: We were interested to read Serra's comments 
about criteria for chronic fatigue syndrome (CFS) 


and the problems faced in such research (Journal, 


May 1991, 158, 717). 

CFS is a widely used term, but is probably not 
wholly satisfactory as it represents an operational 
definition relying on inclusion and exclusion criteria 
that may well change with increasing knowledge 
of the condition. This is exemplified by the fact 
that there are three major criteria for CFS, the orig- 
inal criteria (Holmes et al, 1988), the Australian 
criteria (as published in Lloyd et al, 1988) and the 
most recent Oxford Consensus criteria (Dawson, 
1990). ` 

The predictive validity of these various systems 
needs to be examined more closely with regard to 
the position of concurrent psychiatric morbidity 
and other clinical features, particularly the com- 
plaint of fatigue. We are in the process of complet- 
ing an 18-month follow-up study in CFS and other 
diagnostic groups, e.g. major depression. Forty-six 
consecutive referrals to a research clinic were stud- 
1ed. All had persistent fatigue which prevented or 
impaired work, and a median 36 months of illness 
which would have met the recent consensus criteria 
for CFS. Also studied were 4l'out-patients with 
DSM-III-R major depression (28 were new referrals, 
Le. first episode). At follow-up (information was 


available on 42 CFS patients and all 41 depressed 
patients), only 29 of the CFS patients (73%) and 38 
of the major depression patients (92.7%) would still 
have met these criteria. The major reason for exclu- 
sion of CFS patients was development of physical 
illness in nine patients (four cases of connective tissue 
disease and one of connective tissue tumour) and 
psychiatric illness in another four patients (two of 
Schizophrenia). There were three patients in the 
major depression group who later changed diagnosis 
(two bipolar affective disorder, one schizophrenia). 
This shows the relatively poor predictive validity of 
the new consensus criteria for CFS compared with 
those of major depression. 

Regarding Serra's point about psychiatric illness 
and its place in the definition of CFS, if we had fol- 
lowed the original CFS criteria (Holmes et al, 1988), 
only seven patients would have been included, the 
others being excluded on the grounds of concur- 
rent psychiatric morbidity. However, the predictive 
validity of the criteria would actually have been 
worse, as only two of these patients would still 
have met the criteria. This is because there would 
still have been the same four psychiatric episodes 
that developed by 18 months and one patient 
with connective tissue disease would have been 
excluded. 

It could be argued that these disorders in the 
CFS group are actually separate and represent 
comorbidity, but we took the view that these were 
probably sufficient to explain the original com- 
plaint of fatigue. It is possible that the initial com- 
plaint of fatigue was a prodromal phase of other 
physical and psychiatric illness in some patients. 
This underlines the importance of regular review 
from medical and psychiatric standpoints of 
patients with an original diagnosis of CFS. If such 
findings are replicated it also urges a more cautious 
view to be taken of the role of somatisation and 
attribution in CFS. 
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Tardive dystonia: male:female ratio 


Sm: I read with interest the article by Cunningham 
Owens (Journal, May 1990, 156, 620—634), particu- 
larly the part about tardive dystonia, since in our 
clinic, we are studying this serious, often social, and 
sometimes physical, invalidating side-effect of 
neuroleptics. I was surprised by their comment that: 
“Also there is no known difference in prevalence 
between the sexes”. Six-publications suggest that, on 
the contrary, there is a difference in prevalence 
between the sexes showing male:female ratios as 
follows: Burke et al (1982), 2.5:1; Gimenez-Roldan 
et al (1985), 1.2:1; Friedman et al (1987), 4:1; Gardos 
et al (1987), 3:1. Yassa et al (1989), 3:1. This gives an 
average figure of 2.4 males to every female with tar- 
dive dystonia. Only one retrospective publication 
(125 patients, 30 with tardive dystonia) found an 
equal ratio for men and women (Miller & Jankovic, 
1990). 

This difference in male:female ratio is probably 
one argument for considering tardive dystonia to 
be a separate entity from tardive dyskinesia, an 
opinion which has been su ed in several articles. 
As Yassa et al (1989) write: “tardive dystonia seems 
to be more common in young male patients while 
severe tardive dyskinesia is more common in older 
women". 
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Suicide risk for parasuicide repeaters 


Sm: Stocks & Scott's retrospective study on people 
who repeatedly harm themselves deserves comment 
(Journal, March 1991, 158, 375—378). Their conclu- 
sion that people who repeatedly harm themselves are 
not as likely to die by suicide as has until now been 
thought cannot be sustained, and is dangerously 
misleading. 

Their sample size was 42, and follow-up was only 
one year. The usual figure cited is that 1% of un- 
selected hospital parasuicides kill themselves each 
year (Weissman, 1974). Using a follow-up period of 
only one year they would have needed more than 177 
subjects with zero suicides to achieve a statistically 
significant result upon which they could conclude 
that the suicide rate in repeaters was less than the 
usual 1% rate (assuming a mean of 1, a standard 
deviation of 0.3 and alpha equal to 0.05). 

Alternatively, staying with this small sample size 
of 42 subjects they would have required 4.2 years of 
follow-up without a completed suicide to be able to 
claim a statistically significant lower death rate than 
1 per 100. 

Finally, 37 of their 42 subjects engaged in further 
self-harm within three months. We accept this is not 
surprising since they were selected as repeaters. What 
is surprising is their statement (with the obvious 
inference) that "Intervention, however problematic, 
may be justified if such patients are likely to kill them- 
selves. None of the sample killed themselves ..." 
Hospital admission or other interventions may or 
may not be effective — little research has adequately 
addressed this issue. For the present, we have a prob- 
lem of chronically suffering individuals imposing 
a considerable burden on emergency and other 
services. Intervention is justified! 

WrssuAN, M. M. (1974) The epidemiology of suicide attempts — 

1960-1971. Archives of General Psychiatry, 30, 737-746. 
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Eating disorders in Asian girls 


Smr: We would like to comment on eating disorders 
in Asian girls in the light of two recent papers by 
Mumford et al (Journal, February 1991, 158, 222- 
228) and Bryant-Waugh & Lask (Journal, Febrdary 
1991, 158, 229-233). 

Mumford et al, studying Asian schoolgirls with 
bulimia nervosa whose mean age was 15.1 years, 
found that symptoms correlated with 'traditional- 
1sm' within the family. Drs Bryant-Waugh & Lask 
were the first to describe anorexia nervosa in Asian 
children. They found a younger group than did the 
former authors, with a mean age-of onset of 12.6 
years. These children came from families stressed by 
isolation, poor marital relationships and cultural 
conflicts. E 

In our own retrospective study of the Nottingham 
case register between 1976. and 1984, 120 cases of 
anorexia nervosa and 46 cases of bulimia nervosa 
were identified using ICD-10 (World Health Organ- 
ization, 1986) and DSM-III-R criteria. The annual 
incidence of anorexia nervosa in Nottingham during 
the study period ranged from 2.3 to 4.1 per 100 000 
total population. The annual incidence of bulimia 
nervosa was reported by Russell (1979) to be 0.003 
cases per -100 000 when he first described the con- 
dition; this had risen to 2.84 per 100 000 in 1984. 

We found only four cases of anorexia nervosa in 
Asian girls: one was a prepubertal girl aged 12 years 
diagnosed in 1983; the other three were aged 16, 17 
and 19 years and were diagnosed in 1984, 1980 and 
1979 respectively. The younger girls (aged 12 and 16) 
had problems originating from family distress, es- 
pecially poor marital relationships, unemployment, 
isolation, and social problems in extended families. 
These patients correspond closely to the group de- 
scribed by Drs Bryant-Waugh & Lask. The problems 
of the two older girls (aged 17 and 19) related to 
cultural clashes, including emancipation of women, 
and had features in common with the bulimia ner- 
vosa group described by Mumford et al. We failed to 
identify any Asian girls with bulimia nervosa, but our 
study ended with cases identified in 1984. 


It seems that the aetiological background in the 


development of eating disorders in Asian girls may 


vary in younger and older groups; younger girls: 


becoming ‘ill as a result of family difficulties, and 
older girls when traditional family ‘attitudes clash 
with more personal Westernised ones, especially over 
‘female role’ and marriage: ` 

The collection of more detailed data about ethni- 
city in the 1991 Census, together with a heightened 
awareness of eating disorders in Asian girls, will 
allow, for the first time, accurate measurement of 
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population incidence. Examination of different 

cohorts may well highlight changes reflecting 

increasing Westernisation. 
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Motor disorder in severe mental handicap 


Sm: Rogers et al (Journal, January 1991, 158, 
97—102) find that motor disorder is significantly 
associated with more severe mental handicap, sug- 
gesting greater cerebral dysfunction, and thus a 
connection between motor and cerebral disorder. 
This therefore suggests that further investigation of 
those with more severe handicap would be of value in 
an attempt to elucidate the pathophysiology of 
movement disorders. 

Kohen (Journal, October 1990, 157, 621), and 
Mathew et al (Journal, April 1991, 158, 571) referring 
to dyskinesia in people with mental handicap, 
suggest the use of DISCUS (Sprague et al, 1989) asa 
rating scale standardised on people with a mental 
handicap. This is a welcome reference to a scale that 
has been infrequently used. 

However, there are problems reported in the use of 
the DISCUS, particularly in the assessment of those 
with severe and profound handicap — mainly regard- 
ing co-operation in the examination of the lingual 
area. While copious information on this difficult 
group is given in Sprague et al (1984) using the DIS- 
Co (the DISCUS predecessor), Sprague et al (1989), 
using the DISCUS itself, reported 73.9% of the 
patient group with an unspecified level of handicap. 
Granger et al (1987) used DISCUS and found full 
co-operation in 121 of 306 patients in the severe/ 
profound group compared with Sprague's 34 of 99 
patients using DIS-Co. 

Another reservation ın the use of the DISCUS is 
that items such as teeth grinding are usually con- 
sidered ‘non-dyskinesia related’ and are not scored. 
The DISCUS is designed to quantify and monitor 
tardive dyskinesia, and Sprague et al (1989), in their 
training workshops, teach participants how to separ- 
ate self stimulation from dyskinesia. Dr Rogers 
seeks specifically to avoid.such judgements in his 
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descriptive study. An inclusive approach would seem 
particularly appropriate for those with severe handi- 
cap where the aetiology of repetitive movements is 
speculative. 

Therefore the descriptive categories of the DIS- 
Co or DISCUS can be appropriately employed, 
provided that attention is adequately paid to co- 
operation levels and their influence on study results. 
It must also be recognised that other movements, 
while not regarded as forming part of a tardive 
dyskinesia spectrum, represent aspects of motor dis- 
order and are relevant. On this basis, a Nottingham 
group is currently examining abnormal movements 
in people with severe impairments. 


GRANGER, D. A., YURKUNSKI, J. M., MLLER, N. H , ef al (1987) 
Systematic dyskinesia examination. of profounily mentally 
retarded persons: co-operation and assessmert. American 
Journal of Mental Deficiency, 92, 155-160. 

SPRAGUE, R. L., KALACHNIK, J. E., BREUNING, S. E, et al (1984) 
The dyskinesia identification system — Coldwater (DIS-Co): A 
tardive dyskinesia rating scale for the developmentally disabled. 
P. Bulletm, 20, 328—338. 

— —, —— & Suaw, K M. (1989) Psychometne properties of the 
dyskinesia identification system: condensed user scale (DISCUS). 
Mental Retardation, 27, 141—148. 


Jo JONES 
Department of Mental Handicap 
Highbury Hospital 
Bulweil 
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Delusional jealousy in paranoid disorders 


Sir: Soyka et al (Journal, April 1991, 158, 549-553) 
examined the prevalence of delusional jealousy in 
various psychiatric disorders and reported 6.7% in 
paranoid disorders. This might be an underestimate 
because of the low admission rates of patients in 
whom delusional jealousy is the only symptom of 
their illness, unlike patients with other psychotic syn- 
dromes. The authors themselves had highlighted the 
reluctance on the part of patients, and their spouses, 
to talk about this particular symptom, sometimes 
leading to difficulty in diagnosis. One would natur- 
ally expect more reluctance in treatment acceptance, 
especially when it comes to admission to psychiatric 
hospital. Thus by studying only in-patients, the 
authors could not exclude the possibility of selection 
bias affecting the prevalence of delusional jealousy. 
We reviewed the case records of 297 patients diag- 
nosed to have a paranoid disorder (ICD—9; World 
Health Organization, 1978) who presented to our de- 
partment over a 10-year period (1979-1989). Of the 
93 patients who received a diagnosis of a paranoid 
disorder, delusional jealousy was documented in 15 
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individuals, giving the symptom a prevalence of 
1696. Among the 16 patients with paranoid disorders 
who received in-patient treatment, only one individ- 
ual had delusions of jealousy. In our series, the preva- 
lence of this symptom among in-patients is similar to 
that of Soyka et al. Thus, our findings show marked 
differences in the prevalence of the symptom depen- 
dent on the admission status, with a higher figure for 
out-patients than among those admitted to the 
wards. 

When DSM-III-R criteria were applied to these 
case records, only 60 individuals met the criteria for 
delusional disorder. Interestingly, all the patients 
with delusions of jealousy met the criteria, thus 
increasing the prevalence of delusional jealousy to 
25% among patients with delusional disorder. This 
suggests that the actual prevalence of delusional 
jealousy could be higher with the use of more 
restrictive criteria. However, the prevalence of this 
symptom in the community would probably be dif- 
ferent and would be difficult to document. 


Worip HEALTH ORGANIZATION (1978) Mental Disorders: Glossary 
and Guide to their Classification in accordance with the nmth 
revision of the International Classification of Diseases (ICD—9) 
Geneva: WHO. 
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Str: We read with interest Soyka et als study (Jour- 
nal, April 1991, 158, 549—553) of the prevalence of 
delusional jealousy, and would like to offer the 
following comments. 

Firstly, delusional jealousy involves the lover, 
marital or sexual partner and hence occurs in those 
who have or have ever had one. Therefore, consider- 
ing the whole patient population, ignoring the mari- 
tal or sexual status and history, and including those 
who never had a lover or partner, as done in this 
study, would give erroneously low figures. 

Secondly, the authors suggest that the difference in 
prevalence of delusional jealousy in affective dis- 
orders (0.196) and schizophrenia (2.596) may be of 
value in the differential diagnosis of the two dis- 
orders. This opinion is rather far fetched in view of 
the fact that among those with delusional jealousy 
3-16% had depressive illness, while 17-44% had 
schizophrenia (Gelder et al, 1989). 

Finally, this study supports the surprising earlier 
observations (Gelder et al, 1989) of ‘delusional’ 
jealousy occurring in ‘neuroses’. 
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Js schizophrenia disappearing? 


Sm: Could the fall in rate of diagnosis of schizo- 
phrenia be linked with the Eri ae of child and 
adolescent psychiatry?  ' 

During the time under £onsidataton by Eagles 
(Journal, June 1991, 158, 834—835), there has been a 
proliferation of what might collectively be called 
mental health services for children and adolescents. 
A few were in existence before World War II but 
following the 1944 Education Act, and generally with 
the increasing acceptability of such services, there 
was a vast expansion of child and adolescent psychi- 
atric services, child guidance services, school psycho- 
logical services, special schools for disturbed children 
and better psychological care in local authority chil- 
dren's homes. Would these not have had some 
impact on reducing the incidence of adult mental 
illness, including schizophrenia? 

There were similar increases in such services 
throughout Europe at much the same time; the USA 
was always somewhat ahead of Burope. 

The emergence of child and adolescent psychiatry 
has been considered sufficiently important for -all 
candidates sitting the membership exam of the Royal 


College of Psychiatrists to have to demonstratesome , 


knowledge of child and adolescent psychiatry. It is 
my experience that this greater awareness of the 
emotional disorders of young people shown by the 
majority of psychiatrists has led increasingly to their 
referral to appropriate services rather than to ad- 
mission to adult mental hospitals; a regrettable 
practice that occurred all too often in the past. 


. ROBIN BENIANS 
11 Windermere Road 
Muswell Hill, London N10 2RD 


Lateral ventricular size, educational level and patient 
subtypes in schizophrenia 
Sir: Since the first report of lateral ventricular en- 
largement in schizophrenia, a number of studies have 
addressed this issue, reporting positive findings in 
general (for a review see Shelton & Weinberger, 
1986). 

Differences in the population from which schizo- 
phrenics are drawn are widely recognised as possibly 
affecting neuromorphological findings (Luchins, 
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1982) and severe and chronic forms of schizophrenia 
are reported to show greater computerised tomo- 
graphy (CT) abnormalities (Goldberg et al, 1988). 
Educational status also seems to affect neuromor- 
phological measurements obtained through brain 
imaging techniques (for a discussion see Andreasen, 
1988). 

In order to see how the choice of patient subtypes 
and educational level matching could be related to 
the finding of statistically significant differences 
in neuromorphological measurements between 
schizophrenics and healthy subjects, we have com- 
pared the mean ventricular brain ratio (VBR) in a 
controlled magnetic resonance imaging (MRI) study 
(Rossi ef al, 19908) and a subsequent MRI 
replication study (Rossi et al, 19905). 

In the first study, patients and controls were 
matched for age (within three years) and sex, but not 
for educational level; whereas patients in the second 
study were also strictly matched: educationally 
(within one year) with the controls. The first patient 
group consisted of 39 patients, 33 of whom were 
relapsing patients with a relatively good outcome, all 
able to live in the community with out-patient care, 
and six severe patients who met the operational 
criteria of Keefe et al (1987) for Kraepelin’s dementia 
praecox. The mean VBR for the overall patient 
group was 5.1; for the Kraepelinian subgroup it was 
6.8 and for the relapsing subgroup it was 4.8. The 
mean age of the 39 patients was 31.23 years (s.d. 7.04) 
and their mean length of illness was 6.97 years 
(8.d..4.69); mean educational levels of patients and 
controls were 10.51 (s.d. 3.03) and 17.03 (s.d. 2.42) 
years respectively. The Kraepelinian and relapsing 
patients had a mean educational level of 10.33 
(s.d. 3.32) and 10.54 (s.d. 3.03) years, respectively. 

The second patient group was represented only by 
relapsing patients, living in the community, with a 
mean age of 26.47 years (s.d. 4.82) and a length of 
illness of 4.41 years (s.d. 2.50). Their mean edu- 
cational level was 10.94 (s.d. 4.19) years and that of 
the matched healthy controls 11.61 (s.d. 3.15) years. 

The mean values in the two studies are slightly 
different but they were conducted with different MRI 
machines and by different raters, so between-study 
comparisons cannot be made. The first MRI study 
shows a statistically significant VBR increase in the 
overall patient group when compared with controls 
(two-tailed t-test, t=2.56, P<0.01). When the 
Kraepelinian patients were excluded, this difference 
was no more significant, as was the case in the repli- 
cation MRI study. Nonetheless, the residual VBR 
difference showed a strong trend towards signifi- 
cance (two-tailed t-test, 11.89, P<0.06), which 
might be due to differences in educational level 
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between relapsing schizophrenics and controls, 

although we did not address this issue systematically. 

The fact that Kraepelinians and relapsing schi- 
zophrenics have similar educational levels supports 
the hypothesis that VBR is related to disease severity. 

Because the relapsing schizophrenics in these two 
studies were diagnostically very similar, sampled 
from consecutive admissions, matched demographi- 
cally with their own controls, and differirg only in 
educational level matching, we argued that the lack 
of such matching, considering educationally advan- 
taged controls, could explain the remaining VBR 
difference when Kraepelinians are excluded. 

We hypothesise that the most severe patients, 15% 
of our consecutive admission series, may strongly 
affect neuromorphological outcome and that if these 
patients are considered separately in statistical 
analyses, and educational level is matched, most 
schizophrenics do not seem: to share ventricular 
enlargements, as in our second study. 

Because most published studies on CT and MRIin 
schizophrenia do not provide information about 
educational level, outcome measures, or level of 
functioning in the social milieu, we suggest that 
researchers investigating neuromorphological corre- 
lates of schizophrenia should systematically address 
such issues. 

ANDREASEN, N (1988) Brain imagmg applications in psychiatry. 
Science, 239, 1381-1388. 
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Abreaction before ECT? 


Sm: There is renewed interest ın the use of abreactive 
techniques. Patrick & Howells (1990) call for a 
careful and controlled reassessment of the use of 
barbiturate-assisted interviews for therapeutic and 
diagnostic purposes in psychiatric practice. In a 
recent report, Ellis (1990) described a case where he 
used diazepam instead of amylobarbitone, which 
was difficult to obtain due to export restrictions in the 
USA, to treat a case of hysterical paralysis. There 
have even been reports on the successful use of 
lorazepam intramuscularly in the treatment of psy- 
chogenic catatonia (Salam et al, 1987). The common 
practice of using diazepam for abreactive inter- 
views in India has also been recently highlighted 
(Adityanjee et al, 1991). The amylobarbitone inter- 
view has been widely used in the assessment and 
treatment of mute and stuporous patients. These 
patients often do not eat or drink, are unable to 
accept or are resistive to oral medication, and present 
an immediate risk to their own health and safety. 
They are unable to give informed consent and this 
causes difficulties from a medico-legal point of view. 

In practice, as soon as organic causes are excluded, 
ECT is usually the treatment of choice. As the patient 
is incapable of giving informed consent, a second 
opinion is obtained and, in the case of detained 
patients, this is done via procedures set out in the 
Mental Health Act, 1983, in England and Wales. 
When there is a delay and urgent treatment is 
necessary, ECT is administered under the provisions 
of Section 62. If the patient is informal, the clinician 
still obtains a second opinion as a matter of good 
practice. 

In an audit of patients admitted i in a stuporous 
state to a psychiatric department we found that there 
had hardly been any use of barbiturate- or diazepam- 
assisted interview. Our contention is that this evalu- 
ative and therapeutic procedure should receive more 
attention than it does at present. Abreactive tech- 
niques are likely to reduce the need to rush into giving 
ECT. However, the lack of clarity in the law relating 
to investigative procedures in emergency situations 
where patients are unable to give informed consent 
may lead to difficulties (Everall, 1987). Clarification 
of the law may well lead to 1ncreased use of this 
adjunctive measure in the evaluation of inaccessible 
patients. We arein the process of carrying out a wider 
survey to study the attitudes, training and possible 
legal difficulties experienced in the use of this 
procedure. 

ADITYANJEE, BALARAJU, K B. & KHANDELWAL, S K. (1991) 
abreaction. British Journal of Psychiatry, 158, 289. 


Diazepam 
Erus, S. J. inicr aa a Sept. 22, 
752—153. 
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Steroid-induced catatonia 


Sm: The case report “A steroid stupor in a surgical 
ward" (Doherty et al, Journal, January 1991, 158, 
125-127) describes the development of secondary 
catatonia and stupor in a 17-year-old man. The 
patient had symptoms of bowel disease, became 
increasingly distressed at his failure to improve, and 
developed a catatonia syndrome upon the adminis- 
tration of steroids. He was treated with haloperidol 
and chlorpromazine for four weeks and then received 
ECT after which “he made an excellent response to a 
course of five treatments.” . 

Anti-psychotic drugs were apparently given in the 
belief that the catatonia was a manifestation of a 
psychosis for which these drugs are deemed effective. 
But ECT has been known as an effective treatment 
for catatonia since the first experiments of Meduna 
with convulsive therapy in 1934, and those of Cerletti 
& Bini in their introduction of electroconvulsive 
therapy in 1938. There has not been any compelling 
evidence since then that any other treatment is as 


effective as ECT, although transient improvement- 


has been reported after intravenous amobarbitone or 
thiopentone. Some authors have recently suggested 
that catatonia may be responsive to multiple doses of 


lorazepam, but such observations need verification : 


and comparison with ECT before being accepted. 
Present classification of catatonia as a subtype of 
schizophrenia, as in DSM-III, leads to the mind-set 
exhibited in this case: catatonia is a manifestation 
of schizophrenia and must be responsive to anti- 
psychotic drugs. But such a connection is fallacious. 
Catatonia is often described in patients with mania, 
depression, infections, endocrinopathy, and as in this 
case, secondary to drug toxicity. We have recently 
argued that catatonia should be considered a separ- 
ate class in DSM-IV, distinct from schizophrenia 
(Fink & Taylor, 1991). Such a reclassification would 
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have encouraged the physicians treating this patient 
to introduce ECT at the earliest opportunity, allow- 
ing the patient to recover sufficiently for any specific 
treatments for his bowel disease without the four 
week delay. 


Frnx, M. & TAYLOR, M. A. (1991) Catatoma: a separate category for 
DSM-IV? Integrative Psychiatry, 7, 2-10 
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Three thousand days of pregnancy 


Sir: Recently, DePauw (Journal, December 1990, 
157, 924—928) reported an interesting case of mono- 
symptomatic hypochondriacal psychosis (MHP) in 
which the somatic delusion was that of pain and 
pseudocyesis. This case, as reported, presented a 
major treatment problem as the patient's pain and 
delusional belief appeared to be refractory to a large 
number of psychotropic agents and ECT. In ad- 
dition, although pimozide appeared to be effective, 
the patient was inconsistent in her response to this 
drug and finally required (40 mg), almost four times 
the dose of pimozide usually necessary to obtain 
symptomatic relief in MHP. 

'These observations prompt me to raise two 
questions about this case: 

(a) As Dr DePauw points out, pimozide is an 
opiate antagonist. At the dose of pimozide utilised, 
could the patient’s improvement be simply attributed 
to pimozide’s effect on pain perception? 

(b) Recent reports (Ross et al, 1987; Hollander 
et al, 1989; Fishbain & Goldberg, 1991) indicate that 
some forms of: monosymptomatic hypochondriasis 
(MH) and MHP could selectively respond to sero- 
tonin reuptake blockers such as clomipramine and 
fluoxetine. Because of the success of the serotonin 
reuptake blockers where other agents have failed, 
one author (Ross et al, 1987) has suggested a con- 
trolled double-blind study of pimozide v. clomipra- 
mine for the treatment of MH-MHP. It is to be noted 
that no serotonin reuptake blockers were used in the 
treatment of this patient. One wonders if these would 
have had some measure of success? 


Fisanann, D. A. & Gotpsera, M. (1991) Fluoxetine for obsessive 
fear of loss of control of malodorous flatulence. Psychosomatics, 
32, 105-107. 

HOLLANDEX, E., Lrazsowrrz, M. W., WiNCHEL, R., et al (1989) Treat- 
ment of body-dysmorphic disorder with serotonin reuptake 
blockers American Journal of Psychiatry, 146, 768—770 


446 


Ross, C A., SippiQUi, A. R. & Matas, M (1987) DSM-M. 
problems in diagnosis of paranoid and obsessive compulstve dis- 
order Canadian Journal of Psychiatry, 32, 146-148. 


DAVID A. FISHBAIN 
South Shore Hospital and Medical Center 
600 Alton Road 
Miami Beach 
Florida 33139 


Tardive dyskinesia, depression and ECT 


Sm: It has been variously reported that ECT may 
precipitate (Flaherty et al, 1984) or amelicrate (Price 
& Levin, 1978) tardive dyskinesia in depressives. 
Furthermore, Keshavan & Goswamy (1983) have 
observed that tardive dyskinesia in bipolar affective 
illness is worse during the euthymic phase than dur- 
ing the depressive phase. The opposite has also been 
reported (Cutter et al, 1981). 


Case report. An 83-year-old female patient had a six-year 
history of tardive dyskinesia induced by prochlorperazine 
maleate prescribed for dizziness at that tims. She was 
admitted with a major depression with psychotic features 
(DSM-III), (Hamilton Rating Scale for Depression 
(HRSD; Hamilton, 1960) —24) and at that time scored 22 
on the AIMS scale for tardive dyskinesia. HRSD and 
AIMS ratings were taken one day before and one day after 
each ECT treatment and one week after the final ECT (8th 
unilateral nondominant ECT). AIMS and HRSD scores 
before and after each of the 3rd to 8th ECT showed a mean 
fall of 1.4 points on each scale. Overall falls from before 
ECT to one week after treatment were 24 to 13 for the 
HRSD, and 22 to 16 for the AIMS. 


This patient’s tardive dyskinesia was clearly worse 
during the depressive phase of the iliness and 
improved (but was still present) at recovery. Each 
treatment with ECT was associated with improve- 
ment in mood and tardive dyskinesia and this 
occurred in parallel. This case study supports the 
observation that tardive dyskinesia is worse in the 
depressive phase than in the euthymic phase and that 
ECT does not worsen the condition. The improve- 
ment with ECT may be due to the improvement in 
the depressive illness but an additional direct effect 
on tardive dyskinesia may also occur. 
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A case of depression responding. to spontaneous 
epilepsy but not ECT 


Sm: We wish to report the case of a severely de- 
pressed man with a long history of manic-depressive 
psychosis whose depression improved following 
spontaneous grand-mal epilepsy, but not following 
repeated electroconvulsive therapy (ECT). 


Case report. The patient was a 67-year-old author, with a 
35-year history of manic-depressive psychosis. He had been 
an in-patient with a resistant psychotic depression for two 
years before his current episode, but had eventually re- 
sponded to a combination of amitriptyline, phenelzine, 
and lithium. He had failed to respond to a course of 10 x 
bilateral ECT given twice weekly. Six months later the 
patient had a brief manic illness, and then started becoming 
increasingly depressed again. It was decided to start him on 
carbamazepine, initially 100 mg t.d.s. and then 200 mg t.d.s. 
Three weeks after starting carbamazepine his condition de- 
teriorated further, and he had a depressive psychosis with 
profound psychomotor retardation and nihilistic delusions. 
He stopped eating and taking medication. ECT was insti- 
tuted, but the first ECT failed to produce any improvement. 
Some three nights later the patient had a total of five 
spontaneous grand-mal seizures lasting 1—2 minutes before 
responding to intravenous valium. Despite full investi- 
gation, no cause for these was found and they were ascribed 
to acute carbamazepine withdrawal, which was not 
restarted. 

Some 36 hours following the spontaneous epileptic seiz- 
ures the patient's-mood was noted to be radically different. 
He was no longer depressed, was laughing and talking 
appropriately, and was eating and drinking normally. Over 
the following 10 days his condition deteriorated and it was 
decided to reinstitute ECT. Over the next six weeks the 
patient had a further 11 ECTs, which all produced bilateral 
seizures lasting at least 25 seconds, but he did not improve. 
The patient’s depression again proved resistant, only 
improving some eight months later on high doses of tricyclic 
antidepressants and monoamine oxidase inhibitors. 


As far as we are aware, this is the first reported case 
in which spontaneous grand-mal seizures have 
improved the clinical state of a patient with de- 
pression, while ECT has had no effect. This differen- 
tial response may possibly have been due to either the 
differences in time course between the spontaneous 
and induced seizures, or because the patient received 
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submaximal ECT, perhaps due to residual effects of 
his carbamazepine. However, when multiple ECT 
has been given therapeutically in one session, it has 
not led to improved clinical efficacy. In a study of 38 
patients receiving multiple ECT, only one patient 
improved after the first session (Abrams & Fink, 
1972). It is also unlikely that the patient's ECT was 
submaximal since all 11 ECTs produced bilateral 
seizures lasting from 25 seconds to 100 seconds. It is 
also unlikely that carbamazepine would have affec- 
ted seizure generation up to eight weeks after the last 
dose. We are thus uncertain as to the mechanism 
underlying this patient's differential response to 
spontaneous seizures and ECT, and would be very 
interested to hear of any other similar cases. 


ABRAMS, R & FINE, M. (1972) Clmical experience with multiple 
electroconvulsive treatments Comprehensive Psychiatry, 13, 
115-121 
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Nifedipine-induced depression 

Sm: Eccleston & Cole (1990) recently reported a case 
of treatment-resistant depression associated with 
nifedipine. They also cited Hullett et al (1988) who 
described four cases of depression associated with 
nifedipine, including one case of treatment resist- 
ance. A computer-based literature search failed to 
produce any further similar case reports. 

The following is a description of a case of major 
depression with melancholia and mood-congruent 
psychotic features, further characterised by a po&i- 
tive dexamethasone suppression test, associated with 
nifedipine: 

Case report. Mr A., a 66-year-old property developer, 
presented with a two-month history of severe agitated de- 
pression associated with delusions of poverty. Symptoms 
included total anhedonia, loss of energy and interest, 
hopelessness, guilt, suicidal ideas and nihilism for the 
future. He was unable to concentrate or make decisions 
and had completely lost confidence. He was restless and 
agitated, had a high level of anxiety and had experienced 
several panic attacks. He could not stop worrying about his 
financial state, believed that he was bankrupt and ‘ruined’ 
and could not be reassured by evidence:to the contrary. 


447 


Associated symptoms inctuded middle and terminal insom- 
nia, anorexia with weight loss of 7 kg and marked diurnal 
mood variation. 

He had no past personal or family history of psychiatric 
illness, Medically, Mr A. had never had any serious ill- 
nesses, Mild hypertension had been discovered three 
months before the onset of his depression, initially treated 
with alphamethyl dopa, but this was changed to nifedipine 
20 mg b.d. after two months. He felt quite well when 
nifedipine was introduced, About two to three weeks after 
nifedipine was commenced, the symptoms of depression 
appeared. Other psychosocial stresses were the death of his 
mother three months earlier, and some genuine but not 
excessive economic losses. 

Mr A.'s usual alcohol intake was 40—50 g per day and he 
was taking no other medication. Premorbidly, he was 
described by his wife as an active, energetic and interested 
man who had been successful in business, was sociable and 
well-liked. 

On admission, the Hamilton Rating Scale Depression 
(HRSD) score (21 item) was 39. Physical examination was 
normal and his blood pressure was 140/80. The nifedipine 
was ceased and he was commenced on dothiepin (50 mg 
increasing gradually over five days to 150 mg nocte) and 
haloperidol (5 mg twice daily). Biochemistry screen, full 
blood count, thyroid function tests, B12 and folate levels 
were all normal The dexamethasone suppression test 
showed non-suppression at 17 hours following dexametha- 
sone (I mg orally) (baseline cortisol 344 nmol/l, 9-hour 
level 74 nmol/l, 17-hour level 189 nmol/l. Dexamethasone 
levels at nine hours and 17 hours were 5.2 and 2.3 nmol/l 
respectively). 

Mr A. showed significant improvement within 48 hours 
of ceasing nifedipine and at one week his HRSD score 
had fallen to 10. The haloperidol was rapidly reduced. At 
discharge after two weeks he was virtually asymptomatic, 
with only some preoccupation with financial matters per- 
sisting. At follow-up two weeks later he was completely 
recovered, with a HRSD score of zero. 


The major features which implicate nifedipine in 
the aetiology of Mr A.'s depression are temporal. 
The symptoms began within one month of commenc- 
ing nifedipine and improved dramatically within 
days of its cessation. The negative past history and 
family history also weigh against a non-organic aeti- 
ology. However, significant psychosocial stresses 
were present, i.e. a recent bereavement and concur- 
rent financial difficulties, which are also of aetiologi- 
cal significance. In addition, an antidepressant and 
an antipsychotic were commenced on the same day 
as the nifedipine was ceased and even though it 
would be most unusual for such a severe depression 
with psychotic features to respond to a low dose of 
tricyclic within 48 hours, such a response cannot be 
discounted. 

The most striking similarity between this case 


` and those reported by Eccleston & Cole (1990), and 


Hullett e al (1988) is the rapidity with which recovery 
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occurred after withdrawal of the nifedipine. In each 
case, significant improvement occurred almost 
immediately and recovery within one week was 
usual. The temporal association alone is insufficient 
to prove a causal relationship between nifedipine and 
depression, but in view of the widespread use of 
nifedipine, particularly by the elderly, clinicians 
should be alert to the possibility of depression occur- 
ring as an adverse effect. 


ECCLESTON, D. & Cors, A J. (1990) Calcium-channel blockade and 
depressive illness British Journal of Psychiatry, 15€, 889-891. 
Hu.LLEIT, F J, Porxw, S. G., Lavy, A B., et al (1983) Depression 
associated with nifedipine-induced calcium channel blockade 

American Journal of Psychiatry, 145, 1277-1280. 
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Mood Disorders Unit 
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Bizarre delusion and post-hemiplegic hemidystonia 
Sm: Owens (Journal, May 1990, 156, 620-634) 
recently underlined the importance of being familiar 
with the manifold presentations of dystonia, as they 
are a potential psychiatric pitfall. In the absence of 
clearly identifiable clinical causes, dystonic symp- 
toms are often considered psychogenic (Pinto de 
Azevedo, Journal, March 1991, 158, 436). However, 
we are unaware of any reports of psychiatric changes 
in patients with symptomatic dystonia. To illustrate 
the need for a more systematic psychiatric investi- 
gation, we describe a case of a post-hemiplegic hemi- 
dystonia associated with bizarre delusions, which is 
the first report of an organic delusional disorder in 
this rare neurological disturbance. 


Case report. 'The patient was a 65-year-old man, who had 
been struck by a car three years earlier, leading to a trau- 
matic hemorrhage in the left basal ganglia with a right 
hemiplegia and an organic personality syndrome. Five 
months later he developed a bizarre delusion: he said artifl- 
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cial tubes had been implanted into his body, beginning 
under his tongue, running down his chest and stomach to 
his back, and forming two intestinal outlets. Furthermore, 
a metal stabilisation system had been extracted from his 
left leg. One year later, slow involuntary nght-rotating 
muscle contractions of his rght hand appeared, later 
extending to his right arm, shoulder, neck, mouth, tongue, 
and facial muscles. A computerised tomography scan 
showed a hypodense zone 11 mm x 3 mm in size, beginning 
1n the left medio-dorsal part of the lentiform nucleus and 
extending to the fronto-parietal white matter. 


Pettigrew & Jankovic (1985) provided evidence that 
contra-lateral basal ganglia damage and a history of 
hemiparesis due to head trauma and cerebral haem- 
orrhage can be found in a number of hemi- 
dystonic patients. A considerable delay of months or 
years before the onset of dystonic symptoms and a 
subsequent progression of symptoms has also been 
reported (Grimes et al, 1982). A disconnection 
between the striatum and the thalamus with relative 
preservation of the cortico-spinal pathway is dis- 
cussed as the underlying pathomechanism (Dooling 
& Adams, 1975). Although in our case the possible 
role of an intermittent unsuccessful neuroleptic 
therapy in the triggering of the dystonic symptoms 
(Myslobodsky et al, 1984) remains obscure, the topo- 
graphy of the brain damage and the patient's history 
support a diagnosis of post-traumatic hemidystonia. 


Dooume, E. C. & ApAMs, R. D. (1975) The pathological anatomy of 
posthemiplegic athetons Bram, 98, 29-48 

Gamers, J. D , Hassan, M. N., QUARRINGTON, A M , et al (1982) 
Delayed-onset posthemiplegic dystonia CT demonstration of 
basal ganglia pathology. Neurology, 32, 1033-1035. 

MyvsrtosoDsKv, M. S., HorpgN, T & SANDLER, R (1984) Asym- 
metry of abnormal involuntary movements: a prevalence study 
Biological Psychiatry, 19, 623-628. 

PETTIGREW, L. C. & JANKOVIC, J. (1985) Hemidystonia: a report of 
22 patients and a review of the hterature. Journal of Neurology, 
Neurosurgery and Psychiatry, 48, 650-657. 
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CORRIGENDUM 


Journal, August 1991, 159, 294. The references to 
Szabadi & Cashman should read Burrell et al. 
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A HUNDRED YEARS AGO 


Post-graduate study of insanity 

In a paper read before the Psychological Section at 
the Bournemouth meeting of the British Medical 
Association, Dr Francis Walmsley called attention 
to "the desirableness of throwing open our asylums 
for the post-graduate study of insanity." The subject 
is one which does not admit to discussion, as it so 
manifestly deals with a desideratum in the sum total 
of medical education. This desideratum is daily 
making itself felt in connexion with our Lunacy Laws 
and operations; and the more the medical prac- 
titioner can furnish his mind with information in this 
direction, the less irksome will he find his troubles 
with lunatics become, and the more will he succeed in 
furthering the proper and efficient working of lunacy 
legislation, on behalf not less of the insane persons 
themselves than of the community 1n general. The 
great difficulties in the matter are a certain lack of 
mterest in questions on insanity asa study which the 
general practitioner must necessarily feel, and, still 


more, the want of sufficient time to devote to the 
practical study of insanity in the asylums of the 
country. Dr Walmsley has, we think, done well to 
bring up the subject again, and in referring to the 
many excellent and useful reasons why ‘“‘the rich and 
valuable stores of information which our asylums 
contain should be rendered available to the whole 
body of the profession." He says that there is a 
general agreement that the time has come for urging 
asylum authorities to meet this want, and give the 
profession this opportunity for completing an im- 
portant branch of their study. “Such a course must 
necessarily lead to an interchange of views between 
the profession at large and the permanent staffs of 
our asylums which manifestly must result in benefit 
to both, in good to the patients and in profit to the 
whole community." 


Reference 
Lancet, 5 September 1891, 594. 


Researched by Henry Rollin, Emeritus Consultant Psychiatrist, Horton Hospital, Epsom, Surrey. 
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Books Reconsidered 


Fears and Phobias: Isaac M. Marks 


A'week may bea long time in politics, but how fares a 
book on an aspect of clinical psychiatry, published 
more than two decades ago? Isaac Marks wrote his 
book, Fears and Phobias, in 1969, at a time when 
a third intruder, behavioural psychotherapy, had 
intervened in the battle between physical treatment 
and psychodynamic psychotherapy as the zwo polar- 
ised options for correct care of the mentelly ill and 
particularly for the neuroses. Eysenck had annoyed 
many by his study demonstrating that patients 
receiving dynamic psychotherapy did no better than 
those on the waiting list; psychoanalysis was an ex- 
pensive way of passing the time until the condition 
resolved spontaneously. Clinical psycholozists and a 
few psychiatrists began to take an interest in the work 
of Wolpe and looked back to the 1920s when William 
James and Mary Cover-Jones had demonstrated the 
induction and the treatment of fears in young chil- 
dren. No ethical committee would accept a research 
protocol on these lines today. ] 

At the present time, the range of psychological 
treatments and the numbers of people who carry 
them out has been multiplied many times. The 
situation may be similar to the development of 
homeopathic medicine in the 1850s, at which time 
the available medical treatments were so horrific, 
with sometimes lethal, and usually toxic, azcompani- 
ments to the purging, bleeding and vomiting, that a 
search for alternative or complementary -reatments 
wa8 urgent. 

Our present-day bewildering pharmacopoeia of 
highly effective and specialised drugs, each with its 
range of side effects for which there is a further range 
of medicaments, in their turn producing problems 
requiring further solutions, has resulted in the con- 
cept of iatrogenic disorder figuring highly in the work 
of the diagnostic clerks of the Medical Records De- 
partment. It is no doubt a factor in the development 
of the wide variety of alternative therapies from 
Aromatherapy to Zen Buddhism. In psychiatry, 
there is the same pressure to avoid the use of ‘drugs’ 
by the lay public, often without recognition of the 
very different indications for medication and the 
types of drugs in use. 

Where does Fears and Phobias, published 22 years 
ago, fit in to the changing pattern of psychiatric care 


of the neuroses? The book has a useful but dated 
review about the aetiology of fear, which takes up the 
first 100 pages. Clinical syndromes are well set out in 
the next 80, with many fascinating personal reports 
of feelings and experiences. The final section, apart 
from the 18 page bibliography, deals with treat- 
ment, including comments on experimental design of 
studies and reports of appropriate controlled trials. 
It is interesting to note that mention of cognitive 
manipulation is confined to 20 lines, considering the 
major contribution this approach has made to recent 
treatment. 

Marks himself says, "Knowledge in this area is 
advancing so rapidly that present views may need 
considerable modification in a few years time in the 
light of procedures currently being tested". In the 
preface to his subsequent book, Fears, Phobias and 
Rituals, published in 1987, he elaborated on this, 
pointing out that 1000 articles a year have been 
appearing, and in the past seven years more than 46 
books have been published by professionals about 
fear and fear-related syndromes. He attempted in 
his first book to integrate the information from 
many different sciences and this approach has been 
continued in the second. 

One important aspect of Fears and Phobias was the 
description of clinical studies rather than relying on 
experimental work with groups of psychology stu- 
dents complaining of ‘normal fears’ such as those of 
snakes, spiders and heights. Undoubtedly, one can 
learn some aspects of aetiology, symptomatology 
and treatment from these individuals, who are 
leading a normal life by avoiding opportunities of 
encountering their relatively rare phobic situations. 
For someone to become a patient, this means that the 
problem is likely to be interfering with a major com- 
ponent of activities of living and sometimes interfer- 
ing with earning capacity, family relationships and 
social enjoyment. Interestingly, it is probably true to 
say that many individuals who are ashamed and 
embarrassed by their 'stupid fears' may gain the con- 
fidence to seek help after reading either the technical 
books of the kind discussed here or those for non- 
technical readers; perhaps more commonly now, 
they sce the reports on television or radio during this 
era of enlightenment. 
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BOOKS RECONSIDERED 


The book quotes a 17th century author, highlight- 
ing the well recognised fact that most treatments for 
phobias have been in use for centuries. The main 
contribution of modern behavioural psychotherapy 
is the introduction of controlled trials, with careful 
pre-treatment assessment and measurement comp- 
lemented by extensive follow-up rather than ex 
cathedra statements of what has been effected. The 
review of studies by Marks and Gelder, with patients 
drawn largely from the Maudsley Hospital, show 
undoubted, although not magical, benefits deriving 
from these controlled studies. 

Reference is made to the value of drugs in the treat- 
ment of these disorders and there is a recognition 
of their palliative, but not curative, value. This was 
before the days when anything more than a short 
course of benzodiazepines for a specific problem is 
recognised as a potential direct line towards depen- 
dency. We had still to learn that any drug causing 
immediate and specific effect in relieving disabling 
anxiety symptoms was likely to be addictive, whether 
alcohol, barbiturates or benzodiazepines. 

The publication of Fears and Phobias offered sup- 
port to many therapists with differing professional 
backgrounds who saw opportunities to participate in 
treatment of conditions which, in the past, had been 
ignored because they were not sufficiently handicap- 
ping, or for which sedative drugs had been prescribed 
as a means of controlling the major symptoms with- 
out looking at the main disability. Most of these 
patients would not see themselves as suffering from 
psychiatric illness and would therefore reject any 
offer of in-patient treatment in a mental hospital, or 
even in the psychiatric unit of a general hospital, as 
an opportunity of tackling the problem. The move 
towards day hospitals, community mental health 
centres, and other “non-clinical” environments has 
seen the development of a range of community 
nurses, clinical psychologists, social workers, occu- 
pational therapists and counsellors working from 
health centres and general practitioners’ surgeries, 
offering an often behaviourally orientated treatment 
for the range of neurotic disorders which can be 
helped by such techniques. 
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Concentration on relatively minor neurotic dis- 
orders in the community, sometimes of a self- 
limiting nature, has led to the use of the pejorative 
term ‘the worried well’. This unhelpful description 
1$ to ignore the degree of disability and discom- 
fort occasioned by many conditions which are 
not likely to be admitted to a psychiatric unit 
but, nevertheless, need a period of continuing, sys- 
tematic treatment offered by people trained and 
practised in appropriate therapies. The issue has 
intensified because of the discharge into the com- 
munity of people with ‘real psychiatric illness’, by 
which is usually meant chronic schizophrenia, 
transferred from the long-stay wards of closing 
mental hospitals. These two groups are competing 
for scarce professional resources in the community 
and it is unfortunate that lack of management 
planning has, ın the past, resulted in random allo- 
cation of resources on an ad hoc basis rather than 
assessing the needs of a particular community and 
deciding on the proportion of resources which can 
reasonably be allocated to the requirements of dif- 
ferent patients. There is also a necessity to estab- 
lish a hierarchy of professional skills, so that those 
who require relatively simple, non-specific support 
can be seen by people with limited training and 
experience, leaving more complicated procedures 
for staff with specialist skills. 

In summary, one has to recognise that this book is 
already of historical rather than present day interest, 
and has been replaced by Marks' own updated ac- 
count as well as a profusion of books and papers 
which give credence to the view that the broad group 
of treatments known as behavioural psychotherapy, 
together with the range of cognitive therapies now 
available, has offered effective treatment to a much 
wider range of people in need by a broader based 
group of professional therapists. 
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Sociobiological Psychiatry. By BRANT WENEGRAT. 
Massachusetts: Lexington Books. 1990. 177 pp. 
$39.00. 


Over the past 70 years, faith ın the efficacy of psycho- 
analytic psychotherapy has been sufficient tomaintain a 
large number of psychiatrists in remunerative private 
practice. But fashions change, and just as astrology has 
had to keep up with the times by introducing computer- 
ised horoscopes, so psychoanalysis has had to respond 
to the fact that, during the past decade or two, there has 
been a sad loss of confidence both in the efficacy of its 
therapy and the validity of its speculations. But human 
nature is very adaptable, and it has easily proved poss- 
ible to persuade those who want (and can afford) the 
private attention offered by individual psychotherapy 
that they are keeping up with the latest fashionable 
changes in the old faith while at the same time being 
offered the mixture as before, with no increased risk 
to themselves. Naturam expelles furca, tamen usque 
recurret. 

'It may be accepted as a general truth that any theory 
which sets out to explain human behaviour can be 
adapted to explain the abnormalities of human 
behaviour. Any such theory will provide a rational basis 
for attempting to persuade sufferers that their abnor- 
malities can be corrected or alleviated by their adjusting 
their outlook to conform with the principles which, in 
theory, govern normal behaviour. 

Among the epigoni of psychoanalysis, one of the 
latest and most coherent is sociobiology. Sociobiology is 
a biological attempt to explain the behaviour of social 
organisms. It originated from the peculiar difficulty of 
explaining, in Darwinian terms, the ex.stence of 
altruism in a society (altruism being, on E. Wilson's 
definition, “self-destructive behaviour for the benefit of 
others") This difficulty has been met by the concept of 
"inclusive fitness". In humans, inclusive fitness — the 
best way to ensure the continuance of an individual's 
genes — involves adopting certain rules of behaviour. 
These rules have evolved to produce the maximum 
genetic gain and to safeguard against cheating and 
deceit. For each person, they are made up of genetic 
factors - which make certain behaviours ‘innately 
probable’ — and are modified by life experiences. 

For various reasons, says the present author, these 
rules may become maladaptive and lead to mental dis- 
tress or socially unacceptable behaviour. There arc 
two main causes for this: firstly, the patiert's family 


upbringing may have been imperfect (making Bowlby's 
attachment theory important here); secondly, his level 
of self-esteem or self-efficacy may be too low. Such 
causes clearly provide a rich opportunity for individual 
discussion of the patient's past life, and the possibility of 
encouraging his self-confidence. 

It has to be said that the author's attempt to explain 
psychiatric disorders in such terms must appear shallow 
and naive to an experienced clinician. For example, a 
person low on self-esteem and resource power has two 
available strategies. One is to risk his resources on 
‘uncertain ventures’, so that his loss of power is compen- 
sated by increased activity — leading to manic excite- 
ment. The other 1s “a tactic of resource conservation, a 
hunkering down", leading to an inactive, depressive 
state. Like schizophrenia (of which nothing is directly 
said here), schizoid and schizotypal personalities are iso- 
lated from their group because they “fail to heed reality 
as their group defines it". Social feedback is needed to 
protect them from autistic thinking and "psycho- 
therapy, which increases introspection, is unlikely to 
help, and may even harm these patients", 

Inthefinalchapter, the author considers, in the light of 
modern social trends — contraception, the emancipation 
of women — how the reproductive strategies of men and 
women may be changing. Males will have less import- 
ance in the family, and so may become less patriarchal, 
and less likely to abuse children; and the sociopathic 
male (who cheats by deceiving women) may become less 
common. Females may become less concerned with 
choosing caring mates and so less sexually inhibited; and 
hysterical females (who cheat by deceiving men) may 
become rarer. 

Although this book offers little of use, either for the 
understanding or the therapy of neuroses or personality 
disorders, it does represent an attempt to introduce new 
ideas, and it offers a wealth of references which might 
prove useful to the serious student. Younger clinicians, 
lucky enough to have escaped the mire of psycho- 
analytic speculation which so plagued and distressed the 
formative years of many of their elders, will need to 
understand what is likely to take its place; and since “the 
only way forward" for the study of human nature is “as 
part of the natural sciences” (Wilson, 1978), the ideas 
and concepts of sociobiology may be worth their serious 
consideration. 


E. H. Hare, Honorary Physician, The Bethlem and 
Maudsley Hospital, 47 Alleyn Road, London SE21 8AD 
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BOOK REVIEWS 


Neurobiology of Panic Disorder. Edited by JAMES C. 
BALLENGER. New York: Wiley-Liss. 1990. 391 pp. 
$96.00.  . ; 


Up to about thirty years ago, anxiety disorders were 
accorded a relatively trivial place in psychiatry in spite 
of the obvious frustration of doctors who often failed to 
‘cure’ this ailment. As Philip Larkin wrote in his poem 
Neurotics: “So-year by year your tense unfinished faces 
sink further from the light. No one pretends to help you 
now ...". 

` Recently, the segregation of anxiety disorders into 
those with and without panic has been advantageous. 
Panic disorders were shown to be responsive to treat- 
ment by selective pharmacological agents, and the 
panic phenomenon itself appeared to consist of a dis- 
crete set of neurobiological symptoms which resembled 
the effects of increased sympathetic tone. 

This mostly excellent book, the eighth volume in the 
Frontiers of Clinical Neuroscience Series, encapsulates 
the essence of the neurobiological theories of panic dis- 
order. It is divided into eight chapters covering the 
following areas: animal models, preclinical studies, 
genetics, postulated brain mechanisms for panicanxiety, 
challenge strategies, brain imaging studies, anxiety and 
depression (i.e. the hypothalamic pituitary—adrenal axis 
in panic disorder and the biological discrimination 
between anxiety and depression), and immunology and 
sleep abnormalities. 

Although this book is written very much with the 
specialist in mind, it is generally written with a modicum 
of jargon and the editor has obviously gone to much 
effort to ensure a uniform style. Perhaps, the weakness 
of the book is that although there is an overview of its 
contents in the preface section, the way in which the 
various areas of research relate to each other is not 
clearly stated. It would have been useful to have a 
chapter at the end of the book which attempted to bring 
together the various threads of evidence into a neuro- 
biological formulation and commented on ‘how future 
research efforts might be co-ordinated. As it is, these 
omissions make some of the chapters stand out on their 
own a bit. The reference list at the end of a few of the 
chapters was at times so dense that one was left wonder- 
ing whether all this evidence, particularly that which 
conflicted with the main body of data, was given 
sufficient weight in the text. At the end of the book, the 
question that immediately sprang to mind was how does 
all this relate to clinical practice? Alas, that is what we 
are promised in the next volume! ‘ 

In summary, a well written text for the specialist who 
knows his way around the subject and is looking for a 
readable reference book. The pity is, that with a little 
more structure to the book, the general psychiatrist 
would also have been able to derive much pleasure from 
it. ; 

B. A. JOHNSON, Senior Registrar, Wycombe General 
Hospital, High Wycombe, Bucks HP11 2TT 
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Essential Papers on Transference. Edited by AARON H. 
ESMAN. New York: New York University Press. 1990. 
. 540 pp. $69.00 (hb), $31.50 (pb). 


This is a valuable anthology of papers that have been 
published in various places at various times. For any 
student of transference it is a blessing to have so many 
first class papers together in one volume. As always with 
any anthology, one can praise the editor's skill in select- 
ing only the best, or carp at the partisan nature of the 
Choices. The book starts with the early pioneers and 
moves forward in time to chart the progress of the con- 
cept of transference as it evolved and became central to 
psychoanalytical thinking and technique. Although the 
division into set periods is artificial. It serves as a way of 
charting the developmental course of transference. 
Altogether an interesting and useful book, a must for 
any library. I can recommend it without reservation. 


MicuaR. R. Poxorny, Consulting Psychotherapist and 
Psychoanalyst, London NW6 IPN 


Alcohol and Seizures: Basic Mechanisms and Clinical 
Concepts. Edited by RoGER PORTER, RICHARD 
MATISON, Joyce CRAMER and IVAN DIAMOND. 
Beckenham: Quest-Meridien Ltd. 1990. 342 pp. 
£39.72. 


In September 1988 an International Symposium on 
Alcohol and Seizures was convened in Washington DC. 
This book is the result of this gathering and has the feel 
of the conference proceedings. It has 342 pages and is 
divided into four parts with 32 chapters, 53 contributors 
and four editors. The contributions are mostly from the 
United States, with five from Canada, two from Sweden 
and one each from Finland, the Netherlands and the 
UK. 

Part I gives a good-clinical overview of seizures 
and tries to assess the relationship between them and 
alcohol, including its epidemiology. Part II examines 
basic mechanisms in alcohol-related seizures and 1s 
somewhat heavy going for the average clinician. Part III 
aims to examine issues on classification and diagnosis of 
syndromes and contains a number of interesting 
chapters. Those of particular note discuss the relation- 
ship between alcohol seizures and status epilepticus and 
between binge and chronicalcohol consumption. PartIV 
concentrates on prevention and treatment of alcohol- 
related seizures and covers a wide range of drugs from the 
established use of benzodiazepines and anticonvulsants 
to the use of beta-adrenergic blockers, alpha-adrenergic 
receptor agonists, endogenous opiates, and opiate recep- 
tor agonists and antagonists. The relationship between 
gamma-aminobutyric acid (GABA) and alcohol intoxi- 
cation and withdrawal is discussed, leading to the use of 
GABA-ergic compounds which, it claims, hold promise 
but which have been of limited use so far. The role of 
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calcium in the hyperexcitable state of alcohol with- 
drawal has suggested that calcium channel blockers may 
be beneficial in modifying withdrawal phenomena, and 
possibly even in preventing the development of physical 
dependence; this clearly needs further research. 

The book has a number of useful chapers but there is 
some unnecessary repetition and perhaps some of the 
chapters would be better combined. Controversial 
issues are given consideration, e.g. the idea that it 18 
alcohol that causes seizures rather than the withdrawal 
syndrome; this is followed by a rebuttal because, it 
claims, there is lack of experimental evidence and epi- 
demiological data. A publication of this type with inter- 
national authors highlights the different use of drugs in 
the management of alcohol-related seizures in different 
parts of the world. 

On the whole, it is a useful book but I would not 
advocate its purchase other than for specialist alcohol 
libraries where it could neatly fit between books on 
neurology and those on the alcohol-dependency 
syndrome. 


Nas CBOUDRY, Consultant in Adult Mental Illness, 
St Ann's Hospital, Poole, Dorset 


Children in Recovery: Healing the Parent-Child 
Relationship in Alcohol/Addictive Families. By 
ROSALIE CRUISE Jesse. London: W. W. Norzon. 1989. 
276 pp. £14.95. 


As a Child Psychiatrist, I cannot but applaud Dr Jesse’s 
impassioned plea for the recognition and adequate 
treatment of the problems of children from substance- 
abusing families. She argues convincingly for the recog- 
nition of children as individuals in their own right with 
their own strengths and weaknesses, fears and anxieties. 
Her model of "parents as co-therapists" will no doubt 
be familiar to professionals working with children 
from many different backgrounds, not only those from 
addicted families. However, the thoroughness of her 
approach with the combination of individual, sibling, 
marital and family sessions provided on a flexible and 
long-term basis is one which many of us might look to as 
an ideal and envy her ability to provide. The thought 
which kept returning while reading this book was “How 
much does this all cost?” 

Perhaps this reflects the difficulty of ‘translating’ 
books across the Atlantic divide. Certainly there are 
many helpful ideas in this book and the insights into the 
child’s perception of life in an alcohol- or substance- 
abusing household are wonderfully clear. However, I 
suspect there are few centres sufficiently well resourced 
either in child psychiatry or in the field of alcohol/ 
drug dependency: who could aim to provide such a 
comprehensive care plan for all their clients. 

A number of other issues are usefully highlighted: not 
least the appalling scale of the drug and alcohol abuse 
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problem. The link between addictive families and child 
sexual abuse is also emphasised, as are the particular 
difficulties of addicted single parents, divorced parents 
and children attempting to recover in foster placements. 

Iam too far removed from the treatment of alcoholics 
to comment on her heavy insistence on an. AA or 
"similar twelve-step programme for the parents". I can 
sce the force of her argument for available community 
support but wonder if this might exclude.some families 
who find the quasi-religious approach to recovery 
uncomfortable. 

This is a useful book for the library and, I would 
think, illuminating reading for those involved in work 
with recovering alcoholic or drug-addicted parents from 
an adult psychiatry perspective. 


SALLY E. BONNAR, Senior Registrar, Tayside Child & 
Family Psychiatry Service 


Drugs and Addictive Behaviour: A Guide to Treatment. 
By Hamp Gxsopss. Oxford: Blackwell Scientific. 
1989. 328 pp. £16 95. 


This 1s a well organised, crisp, single-author guide to 
doctors embarking on treatment of patients with drug- 
dependency problems. It is particularly recommended 
for its guidance on developing a comprehensive treat- 
ment service involving not merely the prescription- 
writing doctor, but the genuinely multidisciplinary 
team approach covering psychosocial management, and 
the physical illness aspects often complicating the man- 
agement of the drug user who presents for treatment to 
the NHS. This core section is as clear and well organ- 
ised as one would expect from the only Professor of 
Addictive Behaviour in a British undergraduate medical 
School. Controversial issues regarding short-term 
versus stabilising, prescribing, and possible prescribing 
of drugs for self-injection are well discussed and based 
on available research. My major criticism is that edi- 
torial policy has not involved the linking of the excellent 
reading list at the end of each chapter with the discussion 
of such research in the text. 

In addition to the mainstream work of the Drug 
Clinic Team there is a particularly useful chapter on 
special problems, covering the management of preg- 
nancy in addictive mothers; the assessment of risk in 
relation to child abuse proceedings setting out a model 
supportive procedure for this chent group which is 
rarely followed in practice by most Social Service 
Departments; and sections on management of drug 
users in other hospital departments, general practitioner 
surgeries and also the doctor addict. 

The chapters summarising the broader issues regard- 
ing the development of the British response are also 
useful and well based on Professor Ghodse's own experi- 
ence although they hardly live up to the unfortunate 
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editorial page headings of ‘international’, other than in 
his broad historical sweep. Perhaps the least satisfactory 
chapter is on the services offered by the non-statutory 
sector where there have been many recent developments 
and changes incorporating a wider range of pro- 
fessional inputs and flexibility of programme both in the 
residential and non-residential field. 

Overall, this is a most useful guide to doctors involved 
in the developing NHS services for problem drug users 
with a strong emphasis on the British response. It still, of 
course, needs to be supplemented for psychiatrists in 
training by reference to more detailed psychopharmaco- 
logical texts and reports of original research. 


MARTIN MITCHESON, Consultant Psychiatrist, 
Avon Drug Problem Team, SW Regional Drug Advisory 
Service, Bristol 


AIDS and Drug Misuse. Edited by JOHN STRIANG and 
Gerry Stimson. London: Routledge. 1990. 276 pp. 
£35.00 (hb), £12.99 (pb). 


This book, with its stated aim to “shock into re- 
examination”, tackles two inter-connected "twentieth 
century plagues” — drugs and AIDS. Drug misusers and 
HIV-positive individuals are seen by many as social out- 
casts and are often treated with suspicion and contempt. 
As an unpopular and marginalised group, health care 
provision is often inadequate. The HTV virus has forced 
some providers of services for drug misusers to radically 
re-examine their aims and objectives. 

The 24 chapters are written by international experts 
within the drug and HIV sphere and cover medi- 
cal, social, educational, preventative and punitive 
approaches. 

Future drug workers need a huge array of skills to 
cope with the dual problem of HIV and drug misuse. 
More pragmatic and realistic, not moralistic and judge- 
mental, responses may encourage drug misusers to 
change their behaviour. Prescribing of substitute drugs 
is seen by John Striang as a ‘carrot’ to attract misusers 
into services and make the service more 'sticky' so that 
they stay. His views may be shared by some but I suspect 
will horrify others. 

This is an admirable book in terms of its clear mess- 
ages and sensible suggestions for changing practice and 
policy. I have long been a convert of these views, but am 
not left with a clear idea of how to implement change. 

The chapter on primary care is excellent but sadly, 
such a small minority of primary carers are interested 
that I am not sure how these standards can be widely 
achieved. Also, the cost of prescribing to large numbers 
of addicts is not allowed for in the funding of most 
District Health Authorities. I feel that the practice set 
out in this book is achievable, but I am dubious as to 
whether money will be put into services to make what is 
suggested more than token gestures. There needs to bea 
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uniformity of response within Britain and Europe as 
pockets of good practice could lead to colonies of drug 
users in districts where services are seen to be attractive, 
which could further stigmatise drug users in those areas, 
88 the local community becomes overwhelmed. I would 
certainly recommend this book and remind the medical 
profession that it is lagging behind in its ability to 
respond. While we are arguing about the morality of 
prescribing and needle exchange, we are not grasping 
the nettle of the spread of HIV. 


Susan M. RUBEN, Consultant Psychiatrist, 
Liverpool Drug Dependency Clinic, Liverpool L1 9BX 


Brainstem Mechanisms of Behaviour. Edited by W R. 
KrLzw«M and R. VERTES. New York: Wiley-Liss. 1990. 
608 pp. $99.50. 


Texts on the neuroscience of behaviour tend to give 
relatively little space to the contribution of the brain- 
stem. This volume attempts to redress the balance by 
emphasising the critical role of this structure in almost 
all behaviour. Indeed some creatures with a complex 
array of behaviour (fish, for example) have a central 
nervous system that is almost entirely brainstem. 

The-book is in two parts. The first is a series of intro- 
ductory. tutorials covering historical background, 
anatomy, behavioural readiness, sensory integration 
and control mechanisms. Part two covers special topics 
in current research including sex, sleep, pain, memory, 
etc. Much of the book derives from animal experimen- 
tation. We learn of the part the brainstem plays in the 
mating of hamsters, prey-catching in rattlesnakes and 
sneezing in cats. Humans are mentioned in passing and 
even schizophrenia gets a sentence, but there is little use 
of clinical material otherwise. This is a pity; a section on 
the behavioural consequences of disease and damage 
would have widened its appeal. 

The best trodden ground follows Muruza & 
Magoun’s work on the reticular formation and arousal. 
The system now appears not only to control wakeful- 
ness but to directly enhance selective attention, learning, 
perception and other functions. Structures outside the 
brainstem are introduced where relevant and there 
appear to be few parts of the brain which are not in 
direct communication. The most familiar ground for the 
psychiatrist is probably contained in the chapters on 
Sleep, again mostly derived from animal work (dolphins, 
we are told, sleep one hemisphere at a time!). The 
ubiquitous basal forebrain is apparently proving to have 
an important role in the initiation of sleep. 

The chapters are well referenced and end with brief 
helpful summaries. The introductory tutorials are par- 
ticularly good and I found the chapters on sleep, sexual 
behaviour, and comparative aspects interesting. For 
all that, it is relatively expensive and could not be 
recommended for smaller psychiatric libraries. It could 
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provide a useful source of reference material, is prob- 
ably the best review of the animal literature available at 
the moment, and for a book with eighteen authors is not 
too taxing to read. In short, if you have en interest in 
neurobehavioural matters it is more likely to keep you 
awake than put you to sleep, but is not essential reading 
for Membership. 


KEN BARRETT, Senior Lecturer, Departmen: of 
Psychiatry, University of Keele, Staffordshire 


Psychodynamic Psychiatry: Theory and Practice. By 
Jonn Fnoscn. New York: International Universities 
Press. 1990. 359 pp. $50.00. 


This book consists of: a brief account of the justification 
of psychodynamics in psychiatry, the principles of psy- 
chodynamic psychiatry, and a long account of the psy- 
chodynamic aspects of a comprehensive list of clinical 
entities. Unfortunately the last of these sections is cut in 
two (presumably the publisher's decision), and the 
second half of the section of the clinical entities is con- 
signed to a second volume, together with a section on 
psychodynamic therapies, the references ard the index. 
This division is a mistake. 

Professor Frosch argues for an integratioa of physical 
factors and ‘experiential’ factors—a diagnosis must 
include the ‘how’ and the ‘why’ of the disease as well as 
the ‘what’. The ‘how’ is the psychodynamics the ‘why’ is 
the causal, physical explanation. The major part of this 
book 1s an attempt to integrate ‘how’ and ‘why’, in a 
detailed examination of all the categories in DSM-ITL. 
It is thus both a specific argument about psycho- 
dynamics, and also a textbook of psychiatry. It reflects 
the American interactionist view of the relations 
between mind and body, between experience and 
physiology; British psychiatry has always been much 
more parallelist. 

The prologue is pleasantly short in summarising the 
outline of, and justification for, a psychodynamic psy- 
chiatry. Part One, “The Principles of Psychodynamic 
Psychiatry", is concerned with the issue o? normality; 
whether psychodynamics can help (on the whole not 
much); the basics of classic analytic theory well told for 
beginners, and a catalogue of factors affecting psychic 
development. Part Two concerns detailed psycho- 
dynamic accounts of disorders of childhocd and ado- 
lescence (written by two colleagues of Professor 
Frosch), and of the neuroses. The latter is somewhat 
disappointing since it is no more than a well written 
summary of classic psychoanalytic accounts. 

Part Three, in the second volume, includes the crucial 
test case of the psychoses (Chapter 9). While acknow- 
ledging physical factors in aetiology, Frosch argues that 
there is also much that cannot be understood from a 
purely physical causation. He argues that -he psycho- 
dynamic understanding of the conflict, the defences, and 
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the state of the ego is essential. He proceeds to debate the 
various psychodynamic ideas on the major psychoses — 
this, being very condensed, is not for the novice. The 
longest account here is of the psychosexual disorders 
(Chapter 13), where the problem of normality is noted, 
somewhat unsatisfactorily and cursorily. Frosch con- 
trasts ‘normal’ with ‘common’, and proceeds to include 
homosexuality in these disorders~on the basis that 
because it is common does not mean it is normal. The 
wide debate on conformity and deviance 1s simply side- 
stepped: Frosch runs the risk of presenting psychiatry as 
a social agency for conformity. 

Unfortunately, the interactionist attempt to integrate 
psychodynamics and biology tends to run down as 
Frosch plods through the diagnostic classification; and 
one does wonder if integration of this kind is indeed 
possible. By the time Frosch gets to character disorders 
(Chapter 14), he becomes as muddied as DSM-III is 
about these conditions. 

Part Four is a long final essay on psychoanalysis and 
psychotherapy. Perhaps this is the most thorough and 
authoritative part. The major review of the literature on 
psychoanalysis and psychotherapy is of great interest to 
the experienced analyst and therapist as well as the psy- 
chiatrist. However, it does, like the rest of the book, 
largely overlook all British and European contributions 
to the literature, especially since the 1930s. 

This book, despite its length and slow pace, is suitable 
for the psychiatric trainee. However, the British book by 
Heinz Wolff is to be preferred. 


Bos HriNsHELWOOD, Consultant Psychotherapist, 
St Bernard’s Hospital, Southall, Middlesex 


The Human Core: The Intrapsychic Base of Behavior. By 
Leo RANGELL. Madison: International Universities 
Press. 1990. 2 Volumes of 468 & 491 pp. $60.00 each. 


Leo Rangell is one of the most distinguished and 
influential American psychoanalysts of the last few 
decades and these two volumes are a collection of his 
most important papers and lectures. . 

In this brief survey of almost 1000 pages, one can do 
no more than highlight certain themes that seem central. 

Rangell repeatedly expresses his concern that, in 
many centres, psychoanalysis has lost its way in the last 
20 years. He feels that, throughout the world, newer 
theories and schools have tended to replace and dispose 
of the well established and validated body of theory and 
practice that was built up, step by step, over the first 70 
years of psychoanalysis. 

Itis not that Rangell is not respectful of the new areas 
of knowledge and insight, his concern is that the part(s) 
have been mistaken for the whole. He makes some inter- 
esting and thought-provoking interpretations of the 
dynamics of this phenomenon although he is at some 
risk of being hoisted by his own petard His comments 
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on transference to theory, and on the ego and superego 
compromises that can occur based on the need to belong 
to a group or to have a leader, are well worth digesting: 


His papers are refreshing evidence of the validity of 


his leitmotif. The chapters can be taken individually and 
are written in a lively engaging style. They cover a wide 
range of human phenomena, offering the reader the ben- 
efit of Rangell’s breadth and depth of vision and clinical 
experience. Among many other topics, psychoanalytic 
perspectives will be found on the complex interplay of 
intrapsychic factors potentially involved in issues such 
as integrity and loss of integrity, suicide, Watergate, 
affects and friendship. There are valuable chapters on 
unconscious decision making. These articles broke new 
theoretical ground at the time of their original publi- 
cation, as did Rangell's work synthesising Freud's two 
theories of anxiety. 

These books contain many articles that should appeal 
both to the general psychiatrist interested in the psycho- 
dynamics of every day human issues and to the more 
specialist psychotherapist. t. 


BRIAN V. MARTINDALE, Consultant Psychotherapist, 
Parkside Clinic ( and St Charles Hospital), 
63 Lancaster Road, London W11 


The Modern Contest. By James P. GUSTAFSON and 
LoweLL, W. Cooper. New York/London: W. W. 
Norton & Co. 1990. 252 pp. £22.00. 


This Book proclaims thatpeopleareinescapablyengaged 
in the Modern Contest between Us and Them (usually 
also masquerading as Us). It offers the professional sur- 
vivalist a thoughtful and sophisticated guide to the com- 
plex challenges of human interaction, whether as 
psychotherapists, group leaders, teachers, family thera- 
pists, or organisational consultants. The contents pages 
alone forewarn of.the abstruse adventure ahead. As 
befits the systems tenor of the book, its chapters traverse 
a circular, route, beginning and ending with "Taking 
Our Bearings". For those heavyweights still game for 
another three rounds, there are extensive small-print 
appendices which map out the intellectual and practical 
sources for the authors' thesis. The intervening chapters 
elucidate the subtle strategems and postures required to 
contend with “the Armies of the Oblivious, Desperate 
and Overpowenng" (translate as colleagues or clients!), 
ever lurking and ready to disqualify or neutralise your 
gambits. This alarmingly paranoid stance steadily 
moderates as the book progresses, until we thankfully 
discover by chapter 11 that modern life does contain 
mellower, less competitive compartments which we can 
legitimately inhabit, albeit temporarily. 

Stylistically, the.book yaws unevenly between the 


academuc-literary, the insufferably verbose, and the- 


engagingly down-to-earth. The book's most immediate 
value for mental health professionals probably lies 
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more in its case illustrations and parochial anecdotes 
than its headier passages. The authors’ traw] of literary, 
philosophical and historical allusions initially impresses 
(reference to Foucault, St Exupery, Wendell Holmes, 
Dennison, Darwin, Tolstoy and Freud within the space 
of one page, is typical), but eventually distracts, 
threatening to obscure precious pearls nestling within, 
for instance the “Seven Laws of Presence", the “Seven 
Lines‘of Testimony", the guide to Timing, and a base- 
ball coach's advice on whom to kiss, whom to kick, and 
when.. 

Throughout, the authors seem to revel in taking the 
mundane, the magical and the impenetrable and trans- 
forming each into the other. Apart from some memor- 
able'bullseyes —“‘be optimistic, rough and forgiving” — 
this makes for a dense and tangled tome, in contrast to 
the utilitarian brevity of, say, Sun Tzu's timeless "Arts 
of War" (circa 400 BC). 

Gustafson and Cooper contend at the outset that the 
world is “one-third right, one-third dangerous and one- 
third undecidable”. The same verdict surely applies to 
this wayward, clever, exasperating book. Just beware 
that the other contestants have not outmanoeuvred you 
and departed with the spoils by the time you have 
deciphered which third is which. 


JULIAN FULLER, Principal Clinical Psychologist, 
Butler Clinic, Langdon Hospital, Dawlish, Devon 


The Development of Imagination: The Private Worlds 
of Childhood. By David COHEN and STEPHEN A. 
MacKxrrH. London: Routledge. 1990. 118 pp. 
£30.00. 


The origins of this little book lie in some rather unusual 
research carried out by Robert Silvey, who was head of 
audience research for the BBC from 1932 to 1968, and 
who died in 1981. Prompted by a personal interest in the 
imaginary worlds of children (he had one himself), and 
employing techniques he had learned in his work, Silvey 
obtained data on 57 individuals and their childhood 
imaginary worlds. The data is thus highly retrospective 
and the sample highly selected — Silvey initially adver- 
tised in The Author, The Friend, and The Observer. He 
then teamed up with a retired psychiatrist (Stephen 
MacKeith) to examine the results of his trawl. They were 
able to use the data to define an imaginary world (para- 
cosmic imagining or paracosm) and to delineate several 
different types. This book is the final result of this work 
and is, by and large, a collection of *paracosms'. 

The introduction points out (rightly) that the 
imagination is a neglected area 1n psychological 
research. The authors link this concept to creativity and 
play and provide a brief, and sketchy, review of theoreti- 
calideas about these activities. They suggest that Silvey's 
data provides unique and valuable information on the 
development of imagination, but are careful not to 
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promise any answers. The bulk of the book is an 
anthology of childhood imaginary worlds, classified by 
way of different themes (e.g. toys and animals, countries 
or places, school, and technology). As a child psy- 
chiatrist, I would be the first to attest to the significance 
and richness ofa child'simaginary world, but the descrip- 
tions here do not encourage such interest. They are in fact 
rather dull and monotonous and, given my usual interest 
in childhood fantasy, I had to wonder why, I think the 
problem is the extreme paucity of information about the 
child and his family. Without such clinica:-type detail, 
the child's imaginary world becomes a disembodied 
fantasy, lacking in connectedness to its creator and 
his/her story. 

The conclusions are suitably modest given the nature 
of the research, with the authors drawing up some general 
features of paracosms. They suggest that a fantasy world 
indicates, for some children, a strong motivation to get 
away from the real world. However, this motivation does 
not appear related to an unhappy family life, aconclusion 
that simply cannot be made from the rather superficial 
data available to them. 

I found this a disappointing book. It falls between 
several stools and, for a book about imagination, it lacks 
imagination. I found myself wondering wha- Silvey him- 
self made of the material he collected, and what his own 
imaginary world had been like. I can only recommend it 
to those with a special interest in the subject, and, at 
£30.00 for a very slim volume, would suggest the library 
rather than the bookshop. 


PETER LOADER, Consultant in Child and Ado'escent 
Psychiatry, Hornsey Rise Child Guidance Unit, 
Hornsey Rise, London N19 


Understanding Family Problems: A Psychological 
Approach. By NEIL FRUDE. Chichester: Jahn Wiley & 
Sons. 1991. 418 pp. £14.95. 


This book aims to review the psychological problems 
that families face. Each problem is considered: how it 
may have arisen, how families cope and adapt to these 
problems, and how possible intervention strategies may 
be employed, with reference to how current research 
enlightens our thinking about these processes. 

Theinitialtwochapterssetthescenefortheframework 
of the ensuing text. Firstly, they consider definitional 
issues relating to “the family", and then in nore detail 
consider the pretext that close relationships a-e of funda- 
mental importance to individuals. Secondly, there is an 
explanation ofhow individuals make decisions regarding 
relationships with particular reference to “social 
exchange theory". Following this is an adm:rably clear 
account ofthe systems theory approach to the family and 
how thisenables one to consider family characteristics of 
so called **healthy" or “dysfunctional” families and how 
each may respond to life changes. 
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Four main areas are covered: illness and handicap, 
conflict and violence, separation and divorce, and dying 
and bereavement. The reason for picking these specific 
topics remains somewhat unclear, and omissions such as -< 
discussion of sexual abuse and family responses to men- 
tal illness within the family context are not immediately 
explicable. However, the book does not claim to pro- 
vide a comprehensive review of all the difficulties that 
families face. The problems that are reviewed, for 
example, in the chapter on the handicapped child and 
family, provide a wide-ranging and informative over- 
view of many aspects of this often-neglected subject. The 
parental and sibling responses are dealt with as well as 
the psychological development of the handicapped 
child. Then, utilising the previously enumerated 
theoretical framework, the chapter considers the 
effect on family functioning and uses this to guide the 
principles outlined in helping the handicapped family. 
The concluding two chapters give further attention to 
other factors when considering families: communi- 
cation within and the vulnerability of resilience of the 
family unit. 

This is a readable and well referenced text presenting 
an integrated approach to key family problems. 


MARIAN PERKINS, Senior Registrar in Child and 
Adolescent Psychiatry, Maudsley Hospital, 
London SES 8AZ 


Tales of Enchantment. By CanoL H. LANKTON and 
STEPHEN R. LANKTON. New York: Brunner/Mazel. 
1989. 412 pp. $54.50 


This book isan anthology of‘goal-orientated metaphors’ 
or stories to be used in psychotherapy with adults indi- 
vidually, in couples, or in family settings. There is also a 
specific chapter of metaphors for use with children. The 
general idea is intriguing and timely, given the current 
tensions between ‘directive’ and ‘non-directive’ psycho- 
therapies. The Lanktons ‘indirect’ therapy style has an 
obvious place. 

The metaphors are used to direct the patient’s atten- 
tion to areas (affective, behavioural, attitudinal, etc.) 
identified in the assessment as needing further work, but 
the Eriksonian therapy used by the Lanktons values 
ambiguity. Indeed, a focus on ambiguity is viewed as a 
central mechanism for introducing the trance-like state 
of self-absorption considered essential to this form of 
treatment. 

Having said this, however, the book is disappointing. 
It is long and suffers from a lack of critical reflection or 
construction. In a book of around 400 pages it should 
not be necessary to repeatedly refer the reader to pre- 
vious published work to gain a basic understanding of 
the therapy used. The introductory first chapter (‘‘This 
Part of the Forest") is very sketchy. It is succeeded by 
ten chapters containing a total of 108 metaphors. There 
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is no explanation of why just these 108 metaphors were 
necessary. I would have welcomed 20 or so less, and 
more details of how they were chosen and used. 

This is obviously a specialist's book. To a newcomer 
the initial idea (if not lost in the turgid prose style) would 
prove interesting. I doubt, however, if t would be inter- 
esting enough to get one to read more than half a dozen 
of the metaphors. 

The very strong American slant to these stories, e.g. 
the copious references to popular songs and television 
shows, and the ponderous style in which they are 
written, deprive them of their immediacy. The authors 
comment that story telling is an oral tradition and they 
confirm this amply. Simply transcribed, their stories lose 
their impact and value. This is not really a book one 
could recommend 


Tom Burns, Consultant Psychiatrist, St George's 
Hospital, London SW17 0RE 


Sensory-Motor Organisations and Development in 
Infancy and Early Childhood. Edited by H BLocH and 
B I. BERTENTHAL. Dordrecht, Netherlands: Kluwer. 
1990. 512 pp. £89.00. 


Motor development has been a central topic in child 
psychology for almost 100 years. The reasons for this 
are not difficult to see; in infancy the milestones of 
development, important to parents and professionals 
alike, are predominantly motor milestones. The study 
of controlled, co-ordinated action began with careful 
observations that focused on the form of certain 
behaviours, and on the order and timing of their 
appearance. The meticulous, elegant and often ingeni- 
ous work of such pioneers as Myrtle McGraw and 
Arnold Gesell was largely successful in achieving the 
goals that were set. The pattern and timing of motor 
development was generally revealed, some influential 
theoretical propositions were advanced and the 
knowledge gained was incorporated into clinical work. 
Partly as a consequence of the early successes, 
attention moved from motor development in the mid 
1940s, and it was not until the early 1970s that new 
questions and new ideas reawakened interest. It is 
against this background of ideas in developmental 
biology, biophysics, dynamical systems theory and 
notions of evolutionary adaptedness that the emergence 
of skills is examined by the contributors to this volume. 
The book 1s based on a NATO workshop held in the 
summer of 1989. It contains contributions by 37 individ- 
uals from nine different countries and 1s nothing if not 
eclectic. The contributions are grouped mto five sections 
plus a postscript. The first contains five papers and a 
discussion of sensory-motor development from a per- 
spective of neural networks and dynamical systems. 
Several of the papers offer interesting summaries of 
recent work although the set lacks overall coherence 
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Section two is centred around motility and visuomotor 
coordination. There 1s some concern with clinical issues 
and the relationship between foetal and neonatal motor 
activity. Section three deals with the development of 
posture. The fourth and largest section is devoted to 
reaching and manual exploration. These contributions 
contain interesting and important material although a 
systematic critical review would have helped greatly 

Finally, section five deals with the development of 
locomotion. As with previous sections, stimulating new 
material is presented but the coherence of the set would 
have been enhanced by a critical review of what we 
know, and what we do not know, about the develop- 
ment of walking. Walking, after all, 1s one of the topics 
which has attracted a good deal of work from a develop- 
mental perspective over the past dozen years The book 
concludes with what is called a postscript, although it 
has little or nothing to do with what has gone before, 
dealing with sensory-motor development and speech. It 
would have been better had this been left out 

The book is an ambitious undertaking which is not 
altogether successful, although one can see that the 
collection presented might have made a stimulating con- 
ference. Some of the contributions deal with new and 
fascinating ideas, questions and approaches and deserve 
to be widely known, others are poor and should not 
have been published. Above all, what the book lacks 1s 
intellectual coherence, no clear form is discernible 
The papers would have benefited from anonymous peer 
review which would, either by exclusion or a demand for 
extensive rewriting, have improved both the scientific 
and scholarly quality. 

The book is expensive and as a piece of publishing it 
can only be described as shoddy So many errors jump 
out from almost every page that it is hard to believe that 
anyone actually read the manuscript before it was 
printed. It cannot have received the attention of a com- 
pentent sub-editor or book designer; the four page pre- 
face contains more than a dozen errors, and many ofthe 
figures are illegible; science and publishing both deserve 
better than this. 


K. J. CoNNOLLY, Professor of Psychology, 
Department of Psychology, University of Sheffield, 
Sheffield S10 2TN 


Biological Research in Aging (Volume 4). Edited by 
Morton RorHsrEN. New York: Wiley-Liss Inc. 
1990. 392 pp. $175.00. 


This book will be a joy for those adherents of ‘pure’ 
research unbesmirched by any necessity to relate to 
notions of utility. As stated in its title it is mostly con- 
cerned with research into the process of ageing per se, 
and disease processes such as Alzheimer’s are used to 
distinguish ageing from disease. The book is not, there- 
fore, concerned with clinical material or with possible 
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biological treatment of dementia. Within its remit, how- 
ever, each chapter gives a balanced account of its field of 
research and is particularly good at showing where data 
undermines a hypothesis as well as supporting it. 

Each chapter is written by different authors who 
appear to be well versed in their fields. The first section 
of the book looks at ageing in different species, from 
single-celled organisms to insects. There are shorter 
sections, two on cell biology and immunology, looking 
at human ageing; and one on endocrinology of the age- 
ing rat. The longest section, on neurology of ageing, is 
mainly concerned wnth the role of amyloid, although 
one chapter also looks at the changes with age of neuro- 
transmitter systems in the striatum. The final section 
looks at biochemical aspects of ageing. 

In general, the chapters are packed with data but are 
readable, assuming some familiarity with the subject. 
This 1s a useful book for reference, but not for bed-time 
reading. 


Tony ROBERTS, Senior Registrar, The North Wales 
Hospital, Denbigh, Clwyd 


Sex, Love and Violence: Strategies for Transformation. 
By CLozE MapANES. New York: W. W. Norton and 
Company. 1990. 256 pp. £32.00 (hb), £16.95 (pb). 


The dilemma of man, according to the author, is the 
dilemma between love and violence. According to her, 
the main issue for human beings is whether to love, pro- 
tect and help each other or to intrude, dominate and 
control, doing harm and with violence to others. There 
is an explicit acknowledgement that love involves 
intrusion, domination, control and violence, and that 
violence can be done in the name of love, protection and 
help. The more intense love is, the closer it 13 to violence 
in the sense of intrusive possessiveness and the more 
attached and dependent we are on the object of our 
violence, the more intense the violence. There appears to 
be an assumption that sex, love and violence are always 
inter-related. 

In this book Dr Madanes presents strategies from her 
own practice. The book is divided into three sections. 
The first section describes a model, the second section 
gives clinical examples from the author’s practice and 
the third section deals with special issues. She sees the 
relationships in the family more as power games and 
identifies four dimensions of family mteraction. These 
interactions link struggles for control and power and 
desires to love and be loved. The goals of therapy include 
among others, "to control action" and “‘to control 
muind’’, The transformation of violence withzn the family 
1s achieved through directive strategic therapy. The strat- 
egies include changing the symptom-holder. She says 
that, based on the American premise of taking turns at 
speaking, the same principle can be applied to taking 
turns at having symptoms in the family. Sie describes 
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16 steps to reparation in cases of sexual abuse again 
derived from her practice. 

The chief problem with the book is its unevenness in 
style and content. The author's high moral tones come 
through her writing. Occasionally she uses expressions 
like 'thought disorders' to describe bad thoughts, and 
makes assumptions that previous drug abusers cannot 
be trusted with antidepressants. The book is neither a 
how-to-do-it manual, nor a description of theoretical 
model. In the end, it falls flat between the two and it is 
difficult to know who the book is aimed at, and why it 
should be bought. 


DINESH BHUGRA, Lecturer, M RC Social and Community 
Psychiatry Unit, London 


Reshaping the Psychoanalytic Domain: The Work of 
Melanie Klein, W. R. D. Fairbairn & D. W. Winnicott. 
By JupirH M. HucGHzs London: University of 
California Press. 1990. 244 pp. $11.95. 


Mercifully, among academic disciplines, history lacks a 
specialised language. For the most part, historians still 
write in plain English, and having no sectional axe to 
grind, are well placed to trace the development of ideas 
in other fields. 

Many psychiatrists find psychoanalytic thinking 
recondite, and few are willing to take the trouble to 
untangle apparently obscure differences between the 
‘schools’. We are therefore indebted to Judith Hughes 
for her reading of Klein, Fairbairn and Winnicott, and 
the way she sets them into context. She has drawn 
heavily on the “Controversial Discussions”, held in the 
1940s at the London Institute of Psychoanalysis in order 
to clarify theoretical differences (and recently published 
by Tavistock/Routledge in the New Library of Psycho- 
analysis). Interweaving conceptual developments with 
biographical information she highlights their meaning 
and application. 

Freud's early energetics may now appear baroque, 
but his oedipal formulation linking the installation of a 
psychological structure (the super-ego) with the experi- 
ence of loss,.1s an important and often ill-understood 
idea. Freud saw this convergence of frustrated libidinal 
attachment and internal object formation as a relatively 
late occurrence in childhood, whereas Klein pushed it 
back to earliest infancy: 

“Klein’s long-standing contention that libidinal trends — did 
she considered them overlapping trends rather than neatly 
demarcated stages — interacted with oedipal tendencies from 
the earliest months of life meant reuniting aim and object. 
What Freud had sundered, Klein joined together again.” 
Fairbairn viewed the father as a late, arrival in the 

Oedipussituation, which he thought derived froma prior 
and more important dependency relationship between 
infant and mother. Nevertheless Harry Guntrip, who 
was in analysis with him for many years, characterised 
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the experience as in effect “a ‘penis-analysis’, not an 
'ego-analysis' ”. 

Poor Guntrip had a reluctant, dominant, and puri- 
tanical mother. She dressed him in female attire and had 
him painfully circumcised at a late age. When he was 
three and a half years old, he was traumatised by the 
sight of his dead younger brother lying naked on herlap. 
No wonder his second analyst, Donald Winnicott, who 
emphasised the re-enactment of good mothering in 
psychoanalysis, suited him better 


STEPHEN WILSON, Consultant Psychotherapist and 
Clinical Lecturer, University of Oxford 


Dramatherapy with Families, Groups and Individuals. By 
Sug JENNINGS. London: Jessica Kingsley Publishers. 
1990. 155 pp. £18.95. Tu 

Drama and Healing. By ROGER GRAINGER London: 
Jessica Kingsley Publishers. 1990. 156 pp. £18.95. 


Since we all recognise that psychotherapy is primarily an 
art, although 1t may be supported by some scientific 
theories, it 1s not surprising that the various other art 
forms should have their place in the process of therapy. 
In this process we are faced with what are traditionally 
called the defences, and which Roger Grainger (an 
Anglican priest and trained drama therapist), following 
the Construct Theory, would regard as a lack of flexi- 
bility of constructs. The basic process of psychotherapy 
is to enable the client to ‘entertain’ or ‘play with’ these 
defences and thus break through. Since these problems 
exist within the emotional life of the client, they must be 
tackled within the emotional plain. At the same time 
such ‘entertaining’ must also be done at a distance if it 
is not simply to harden the defences or the personal 
constructs. 

Both authors promote drama as a very potent method 
of helping clients to gain personal distance while at the 
same time involving their emotions in a new experience 
of interpersonal relationships and thus also intraper- 
sonal relationships. They incorporate many of the 
methods to which we have become accustomed in what 
have been called the ‘New Therapies’ However, each 
has a particular, and valuable, contribution to make to 
the process of therapy. 

Sue Jennings (senior research fellow at the London 
Hospital Medical College and founder of the Institute 
of Dramatherapy) puts forward a concept of Drama- 
therapy which differs from Psychodrama in so much 
as she reminds us of the wealth of dramatic human 
emotion already portrayed in the works of the great 
dramatists. She sees the theatre itself as a therapeutic 
agent but goes beyond the mere effect on the audience to 
the powerful effect which is possible within the players. 
Her wide knowledge of the great dramatic works 
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enables her to select part of a script which, as Grainger 
would say, ritualises the client's conflict. Playing the 
roles enables the clients at the same time both to distance 
themselves and yet to enter the forbidden emotion: to 
entertain and play with it, to speak the unspeakable, to 
experience the unexpenencable. Here she quotes 
Hamlet '*. .. The play's the thing wherein T'I] catch the 
conscience of the King " 

Grainger's approach is closer to that of psychodrama, 
playing out the real situation but with changing roles 
and slight alterations of the situations giving the dis- 
tance. His offerings to the process are threefold. While 
allowing for the creative artistry in the leader as to the 
content of the process, he presents an overall plan of 
progress through a system of ten sessions, or steps; he 
makes use of the construct theory to test out how far the 
process has made any change 1n the individuals, and he 
makes the connection between drama and ritual His 
contribution is one which climbs the heights of drama 
while helping to maintain the reality of system and test 
out the achievement. 


Louis MARTEAU, The Dympna Centre, London 


Bodily Communication: 2nd Edition. By MICHAEL 
ARGYLE. Madison: International Universities Press 
Inc. 1990. 363 pp. $45.00. 


This edition 1s an expanded and revised version of the 
previously published text. Has non-verbal communi- 
cation changed much since 1975? On balance, no, but 
the subject has been intensively researched in the last 
decade using sophisticated methods The additional 
chapters and updates in this book reflect this 

This book is an enjoyable and readable account of 
how bodily communication can influence social inter- 
action. Although the author frequently draws on 
empirical data to support the ideas presented, the 
writing style makes it easily accessible to a general 
audience. The attempt to span academic and popular 
interests is demonstrated in the list of contents. Subjects 
covered include how an analysis of non-verbal com- 
munication might aid the treatment of the mentally ill, 
through to how it might improve a politician's ratings in 
the opinion polls! Although the illustrative diagrams 
are useful, the photographic plates are rather dis- 
appointing; they are poor quality reproductions and 
rather out-dated. 

This is a book that should be readily available. 
Trainees will find it a valuable reference text, and it 
would be a useful acquisition for multidisciplinary 
libraries. 


JAN SCOTT, Consultant and Senior Lecturer, University 
Department of Psychiatry, Royal Victoria Infirmary, 
Newcastle upon Tyne 
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Review Article 


Personality Disorder in Perspective 


PETER TYRER, PATRICIA CASEY and BRIAN FERGUSON 


Personality disorders have for many years been on the fringe of psychiatry, with considerable 
doubts expressed about the usefulness, implications and validity of the concept. It is argued 
here that developments In the past few years have brought personality disorders into the 
mainstream of psychiatric practice. In particular, the recognition that personality function can 
be separated usefully from clinical symptoms, and that both mental state and personality can 
be disordered simultaneously, has led to better assessment and understanding. Advances 
in the classification, epidemiology, treatment and prognosis of personality disorders show 
that these conditions are common, extensive in their pathology, and cause much suffering. 
They cannot be ignored or dismissed as peripheral to psychiatry for they are an essential part 


of good psychiatric practice. 


‘Personality disorder’ remains a term that to many 
still lacks respectability. For many years it has been 
imbued with the negative qualities of degeneracy 
(Koch, 1891), untreatability (Maudsley, 1868) and 
conflict (Henderson, 1939). Most psychiatric labels 
can be interpreted as pejorative, but whereas 
*schizophrenia' and 'depression' at least have the 
compensatory status of being recognised illnesses, 
‘personality disorder’ is a term that takes away little 
or no personal responsibility from the victim. It also 
tends to be a diagnosis of despair. When a difficult 
patient has been assessed and treated fully without 
a favourable response, the problem is often re- 
formulated as a diagnosis of primary personality 
disorder. The trouble with this change of diagnosis 
is that it can have all the properties of a primary 
delusion: it offers a deceptively simple explanation 
of events and behaviour that may be quite independent 
of the truth. This can be doubly unfortunate if the 
diagnosis leads to abandonment of care on the 
grounds that patients with personality disorder have 
no ‘formal’ mental illness and are therefore not the 
province of a normal psychiatric service. Gunn (1988) 
points out the curious ambivalence attached to the 
term ‘personality disorder’ among many professionals 
in the psychiatric service. Care, sympathy and 
tolerance are given in abundance if the patient is 
regarded as having an ‘illness’, but when the disorder 
is considered to beone of personality, the behaviour is 
construed as deliberately difficult, malicious or mani- 
pulative, and value judgements are made accordingly. 

In this review, which is to be the first of several 
reviews concerned with personality disorder in this 
journal, we cover briefly the development of 
personality disorder as a clinical concept, its value 
in practice, and the advantages of a bi-axial system 
of classification of mental disorders that allows every 
individual to be classified by both mental and 


personality status. This emphasises that debates 
about patients having eifher a personality disorder 
or a mental illness are sterile; of much greater 
importance is the accurate delineation of each in the 
evaluation of a clinical problem. Although personality 
is clearly in a different domain of function than 
mental state, this unnatural dichotomy in clinical 
practice has been reinforced by almost all major psy- 
chiatric textbooks: personality disorders are given 
separate chapters (or occasionally lumped in- 
appropriately with neurotic disorders) and not con- 
sidered in conjunction with other conditions. This 
state of affairs clearly has important historical roots 
and needs to be considered in the context of other 
parallel developments in society as a whole. 


The development of the concept 


Disorders of personality have been recognised in 
many cultures since early times. Many centuries BC, 
the peripatetic philosopher Theophrastus described 
his ‘characters’ in a way which parallels our modern 
classification systems (Adlington, 1925). Nevertheless, 
in his account there is no suggestion of ilIness in the 
distinct personality types he describes, only that they 
are different from normal. Similar distinctions were 
made in Asian, Arabic and Celtic cultures, and nearly 
all are noted for their insistence that the personality 
characteristics which separate such people from 
normal are disagreeable ones. Hence an element of 
social judgement invariably enters into the basic 
concept. The secondary assumption is made that the 
possessors of such characteristics are responsible for 
them and must bear the consequences of the 
associated behaviour. 

It is no accident that the first clinical separation 
of personality disorder from mental illness, by Pinel, 
occurred shortly after the onset of the French 
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Revolution, with its implications for social organisation 
and change. Man was no longer born to a pre- 
determined status in life but had equal liberties and 
rights together with their ensuing respoasibilities. 
Clearly, some people were afflicted by illnesses that 
were questionably under their control and were there- 
fore unable to exercise those responsibilitizs. À need 
arose to separate illness behaviour from the rest. 
Pinel's celebrated nobleman who pushed a woman 
down a well in a fit of rage was clearly not ill, and 
possessed a clear, intact reasoning ability, and 
showed no evidence of delusional beliefs (Pinel, 
1801). In other respects his conduct and behaviour 
were characteristic of the mentally disturbed at the 
time. This central notion of bizarre behaviour in the 
presence of otherwise normal reasoning processes has 
remained one of the cornerstones of diagnosis of 
abnormal personality to this day. The nobleman in 
Pinel's account was therefore distinguished from the 
mentally ill as a case of ‘manie sans délire , but none- 
theless was sentenced to a life in custody in the Bicétre. 

During the course of the 19th century this 
distinction was refined, although the process was not 
always an easy one. By focusing on the 'moral 
faculty’ Prichard in Bristol and Benjamin Rush in 
the United States were influential in this regard, but 
many of their cases would now be reclassified as 
forms of mental illness. In 1868 Henry Maudsley set 
the stage for the present British concept of personality 
disorder by again emphasising the finding of a 
normal mental state and the acceptance of personal 
responsibility. The categorisation of personality 
disorder did not receive any firm support until the 
time of Schneider. His classification, based on 
clinical observations (Schneider, 1923), together with 
similar work by Kahn, Kraepelin and Kretschmer, 
formed the foundation of the present international 
classifications. 

A significant move away from some of these 
principles was elaborated by Hervey Cleckley, who 
initially argued that the level of maladjustment in 
psychopathic patients was such that he believed them 
to be psychotic. Developments in genetic and organic 
research seemed to give weight to the idea that 
personality disorder was indeed a ‘‘mask of sanity” 
covering a more significant pathological process 
(Cleckley, 1941). These ideas need to be considered 
in the light of similar moves to regard alcoholism 
as a disease, which again beg the question whether 
sufferers from such disorders can reasonably be held 
responsible for their asocial actions. Mental health 
legislation in the UK still retains the idea that such 
patients may not be legally competent to judge their 
own affairs, but committal to mental hospital can 
only occur when the condition is considered ‘treatable’. 
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In the last 30 vears, the standard bearers of research 
into personality disorders have portrayed the Stars 
and Stripes more than any other banner, and much 
of the credit for this falls on a persistent few, notably 
Gunderson, Jacobson and Kernberg for their work 
on the dvnamics of borderline and narcissistic 
personalities, and another group involved in defining 
personalitv disorders in the American Psychiatric 
Association's Diagnostic and Statistical Manual 
(DSM), in which Frances, Millon, Spitzer and 
Wigider have played major roles. 

The interests of these groups at first seem opposed: 
one is deeply rooted in the psychodynamic tradition, 
with concern for the structure and development of 
personality and intrapsychic phenomena, and the 
other is preoccupied with accurate and reliable 
descriptions of behaviour that can be fashioned into 
the operational criteria of a DSM diagnosis. It says 
a great deal for the flexibility of personality disorder 
as a concept that these approaches have been married 
successfully, whereas for other subjects, particularly 
the neuroses, there has been a public and bad- 
tempered divorce (Bayer & Spitzer, 1985). ‘Borderline’ 
is the common key to this success. Although it is 
accused of being an elusive adjective only (Akiskal 
et al, 1986) and unless ‘‘used to signify a class that 
borders on something, has no clinical or descriptive 
meaning at all’? (Millon, 1981, p. 332), it permeates 
the literature on personality disorder in all its 
contexts. Indeed, to many, ‘personality disorder’ is 
interpreted as ‘borderline’, illustrating the adaptability 
of a word that, after Lewis Carroll’s Through the 
Looking Glass, could be described as a ‘Humpty 
Dumptyism’ (‘‘when I choose a word’’, Humpty 
Dumpty said in a rather scornful tone, “‘it means just 
what I choose it to mean, - neither more nor less"). 
The consequences of this overinclusiveness will be 
described in later articles in this series. 


Definition and classification 


Although the concept of personality is well estab- 
lished, it is very difficult to define. Vernon (1964) 
gives six definitions of personality, involving habitual 
behaviour, attitudes and roles, organised traits, 
transactions between dispositions and situations, 
subjective and external appraisal, and relationships 
with others. None of these is satisfactory on its own 
and it is difficult to synthesise them into a single 
description without oversimplifying. 

Defining personality disorder presents equal 
difficulties (Table 1) and all short definitions lose 
important elements. Whereas abnormalities of mental 
state can be defined by observations or symptoms 
that stand alone (e.g. symptoms of depression and 
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Table 1 
Some definitions of personalrty disorder (only global 
definitions are included) 





Source Definition 
Schneider (1923) Abnormal personaktles who suffer through 
their abnormalities and through whose 


abnormalities society suffers 


Rado (1963) Disturbances of psychodynamic inte- 
gration that significantly affect the 
organism's adaptive life performance, 
and its attainment of utility and pleasure 

World Health Deeply ingrained maladaptive patterns 


Organization (1978) of behaviour generally recognisable by 
the time of adolescence or earlier and 
continuing throughout most of adult 
Ife, although often becoming less 
obvious in middle and old age. The 
personality is abnormal either in the 
balance of rts components, their quality 
and expression, or in rts total aspect 

Behaviour or traits that are characteristic 
of the individual's recent (past year) 
and long-term functioning (generally 
since adolescence or early adulthood). 
The constellation of types of behaviour 
or traits causes erther significant impair- 
ment in social or occupational func- 
tionmg, or subjective distress 

An enduring way of percelving, relating 
to, and thinking about, the environment 
that causes distress in social and 
occupational functioning 

A persistent, pervasive abnormality in 
social relationships and social functiomng 
generally 

A persistent abnormality of personal and 
social functioning that 1s independent 
of mental integration 


Amencan Psychiatnc 
Association (1987) 


Davis (1987) 


Rutter (1987) 


Tyrer & Ferguson 
(1988) 


the rituals of obsessional disorders), disorders of 
personality intertwine persistent behaviour, attitudes, 
subjective distress, and impact on relationships. The 
last is considered by many to be the most important 
but is difficult to interpret: the one who suffers is 
not necessarily the one who is disordered. Since the 
time of Schneider it has been stressed that personality 
disorder must always be judged by its effects on 
others, be they friends, relations or others in close 
contact with the patient, or society as a whole. Society 
thereby imposes its own yardstick on the definition of 
personality disorder. This is often unsatisfactory, parti- 
cularly when the society from which normative behav- 
iour and relationships are derived is itself abnormal. 
Using Schneider's definition literally, Heinrich Himmler 
and Hermann Goering had normal personalities 
between 1933 and 1943, and Andre Sakharov and 
Nelson Mandela are personality disordered, since 
they have caused suffering to themselves and others 
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through trying to reform the widest manifestation 
of society, the state. 

The other important aspect of personality function 
is that it needs to be considered independently of 
mental state. This is acknowledged formally in the 
American classifications (DSM) and implicitly in 
the World Health Organization's International 
Classification of Diseases (ICD). Nevertheless, 
personality disorder can lead to mental state 
disorders and vice versa, and the new diagnosis of 
‘enduring personality change’ proposed in the latest 
draft of ICD-10 (World Health Organization, 1989) 
recognises this. 


Categorisation 


The current classification of personality disorder is 
illustrated in Table 2. There is good agreement 
between DSM-III-R and the draft version of ICD- 
10, with most of the differences between the two 
systems being minor ones of terminology. The 
combination of these disorders under a common 
heading is perhaps surprising because their origins 
are so disparate. The criteria for antisocial (‘dys- 
social') personality disorder derive from careful 
follow-up studies, notably of children into adult life 
(e.g. Robins, 1966), while those for borderline and 
narcissistic personality disorders come from dynamic 
theory and psychotherapy in practice (Hoch & 
Polatin, 1949; Kohut, 1971; Gunderson & Singer, 
1975; Kernberg, 1975), and schizoid and anankastic 
personality disorders derive from European pheno- 
menology. One diagnosis, 'avoidant personality 
disorder’, comes from academic psychology (Millon, 
1969), and another, ‘schizotypal personality dis- 
order’, has a joint origin from genetics and 
dynamic theory, being popularised by the results of 
the Danish adoption studies of schizophrenia 
(Rosenthal et al, 1971), although they were formulated 
much earlier in dynamic terms (Rado, 1953). 

This catholicism of source has created a certain 
stability in consensus, in that all those interested in 
diagnosing abnormal personality feel that their 
discipline has made some contribution to classifi- 
cation. There are many who abhor classification in 
psychiatry but nonetheless accept some of these 
divisions within the field of personality disorder. 
Nevertheless, the classification has its critics because 
there is considerable overlap between many of the 
categories, which argues for a simpler and smaller 
grouping (Rutter, 1987). 

Livesley, who has carried out a series of valuable 
studies into the consistency of criteria for assessing 
personality disorders, has demonstrated that some 
of the operational criteria for the DSM-III and 
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Table 2 
i Comparison of current classifications of personality disorder 
ICD-10! DSM-III-R? 
Description Code Description Code 
Paranoid - excessive sensitivity, SUSpICIOUSnesS, F60.0 Paranold - interpretation of people's actions as 301.00 
preoccupation with conspiratorial explanation deliberately demeaning or threatening 
of events, with a persistent tandency to 
self-reference 
Schizoid - emotional coldness, detachment, F60.1 Schizoid - indifference to relationships and 301 20 
lack of interest in other people, eccentricity restricted range of emotional experience and 
and introspective fantasy expression 
No equivalent Schizotypal - deficit in interpersonal relatedness 302.22 
with pecullarities of ideation, appearance and 
behaviour 
Anankastic - mdecisiveness, doubt, excessive F60.5 Obsessive-compulsive-pervasive perfectionism 301.40 
cautlon, pedantry, rigidity and need to plan In and inflexibility 
immaculate detail 
Histnonic - self dramatisation, shallow mood, F60.4 Histrionic - excessive emotion and attentlon- 301.50 
egocentricity and craving for excitement with seeking 
persistent manipulative behaviour 
Dependent ~ failure to take responsibility for F80.7 Dependent - persistent dependent and submissive 301.60 
actions, with subordination of personal needs behaviour 
to those of others, excessive dependence 
with need for constant reassurance and 
feelings of helplessness when a close relatlon- 
ship ends 
Dyssoclal - callous unconcem for others, with F60.2 Antisocial - evidence of repeated conduct 301.70 
responsibiity, irritability and aggression, and disorder before the age of 15 years 
incapacity to maintain enduring relaetonships 
No equivalent Narcissistic — pervasive grandiosity, lack of 301.81 
empathy, and hypersensitivity to the evaluation 
of others 
Anxious — persistent tension, self-consciousness, F80.6 Avoidant - pervasive social discomfort, fear of 301.82 
exaggeration of nsks and dangers, hyper- negative evaluation and timidity 
sensrbvity to rejection, and restricted itfestyle 
because of insecunty 
Impulsive - inability to control anger, to plan F80.30? Borderline - pervasive instability of mood, and 301.83 
ahead, or to think before acts, with unpredict- self mage 
able mood and quarrelsome behaviour 
Borderline - unclear self-image, Involvement in F60.31? Passive-aggressive - pervasive passive resistance 301.84 


intense and unstable relationships 


to demands for adequate socia! and 
occupational performance 





1 World Health Organization (1989), 
2. Amencan Psychiatnc Association (1987). 


3. Inctuded under heading of emotionally labile personality disorder 


€ 


DSM-III-R personality disorders (American 
Psychiatric Association, 1980, 1987, respectively) are 
common to two or more different categories, so even 
if the conditions were fundamentally distinct, 
patients could qualify for more than one category 
(Livesley, 1987; Livesley & Jacobson. 1988). 
Apart from this descriptive overlap, there is a more 
independent overlap between several disorders, 
commonly described as ‘comorbidity’ in the American 
literature. It is not always possible to separate these 
two types of overlap, but there is no doubt that it 
is too great to be satisfactory, with co-occurrence of 


borderline and histrionic personalities as high as 46% 
and multiple diagnosis of personality disorder of 
15% or above in borderline, schizotypal, antisocial, 
histrionic, avoidant, dependent and passive-aggressive 
disorders (Dahl, 1986; Pfohl ef al, 1986; Zanarini 
et al, 1987; Morey, 1988; Widiger & Rogers, 1989). 
The danger is that once a diagnosis becomes established 
it can survive all evidence that it is merely a hetero- 
geneous mix by claiming comorbidity as an explanation: 
For example, in 180 in-patients, Fyer et al (1988) 
found that pure borderline personality disorder was 
only present in 8% of patients, while 46% had one 
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additional diagnosis and 46% two or more additional 
diagnoses; 64% had at least one additional diagnosis 
in the affective group. Diagnosis ceases to become 
an economical exercise with such profligacy of 
pathology. 

The DSM-III personality disorders are conventionally 
divided into three major clusters: the flamboyant 
and dramatic (borderline, antisocial, narcissistic, 
histrionic), the odd or eccentric (schizoid, schizo- 
typal, paranoid), and the fearful (avoidant, obsessive- 
compulsive, passive-aggressive, dependent). Many 
studies have economically confined themselves 
to these groupings (e.g. Reich & Thompson, 
1987). 

The standard approach to the newer classifications 
of both mental illness and personality disorders has 
been the introduction of operational criteria in DSM- 
III and DSM-III-R. These criteria have the merit 
of clear definition; a requisite number needs to be 
present before a diagnosis can be made. This achieves 
greater reliability in diagnosis but may give a spurious 
impression of accuracy. Once a great deal is known 
about a subject it is reasonable to introduce criteria 
that are universally acceptable in order to improve 
reliability. In the case of personality disorders there 
is little that is agreed by all, and there is a danger 
in introducing operational criteria at this early stage 
that reliability will replace validity. This danger is 
illustrated by the multiplicity of instruments in the 
US that measure DSM-III and DSM-III-R diag- 
noses (Ferguson & Tyrer, 1989); these instruments 
only have to satisfy the demands of the operational 
criteria for each of the diagnoses. A more funda- 
mental question as to whether the operational criteria 
are indeed true measures of the disorders concerned 
has sometimes been forgotten (Tyrer, 1988). 

Because every personality is, in the strictest sense, 
unique, it is always possible to argue for the 
introduction of a new group. This is tending to 
happen in the US, where sadistic and self-defeating 
personality disorders are close to being included in 
the next classification, DSM-IV. Unless there are 
clear- dividing lines between the categories, the 
extent of the overlap between them squanders good 
diagnosis. At present there is no accepted system of 
ordering personality disorders when several co-exist. 
In practice this means that many can be present 
in the same person at one time (Pfohl ef al, 
1986; Loranger et al, 1987; Coid, 1989). Mere 
reiteration of these in sequence is not good diagnostic 
practice. 

There are ways of assigning priority so that only 
8 single diagnosis is made, but care must be taken 
to avoid the mistake of ignoring those conditions that 
are pathological but lower in the hierarchy. Attempts 
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at achieving an adequate priority of personality 
disorder classification include the introduction of a 
dimensional system (Widiger et al, 1987) so that each 
disorder can exist in several grades of severity. This 
allows several diagnoses to be recorded but can order 
them in importance. One instrument, the Personality 
Assessment Schedule (PAS), takes this to the extreme 
of only recording one personality disorder in 
diagnosis, the one that has the greatest impact on 
social functioning (Tyrer & Alexander, 1979; Tyrer 
et al, 1988). Although this has its merits and can be 
justified on both theoretical and practical grounds, 
doctors much prefer working with categorical 
diagnoses and so these are likely to persist. 


Epldemiology 


Recent interest in diagnosing personality disorder 
independently of mental state has shown that these 
conditions are more prevalent than was originally 
thought, both in psychiatric practice and in other 
populations. The older literature on personality 
disorder in the general population is sparse and 
confusing, not least because personality disorder has 
often been equated with only one of its elements, 
sociopathy. There has also been uncertainty about 
the threshold of diagnosis. Thus early epidemiological 
studies of personality disorder give prevalence figures 
varying from 6% to 11% (Srole et al, 1962; Leighton 
et al, 1963), while more recent studies, with more 
restrictive criteria, give lower figures, of 2% to 4% 
(Weissman et al, 1978; Myers et al, 1984). Epidemi- 
ological studies from the UK are few, but one 
investigation (Casey & Tyrer, 1986), using a structured 
interview, identified disorders of personality in 13% 
of an adult urban population. Explosive and 
anankastic types were the most common. Findings 
that are common to all these studies are: an excess 
of personality disorders among men, decreasing rate 
with increasing age, and a significantly higher 
prevalence in urban communities (Dohrenwend & 
Dohrenwend, 1969; Myers et al, 1984; Casey & 
Tyrer, 1986). 

Prevalence figures of personality disorder in 
primary care are between 4% and 8% for primary 
personality disorder diagnosed by both clinical and 
research criteria (Kessel, 1960; Cooper, 1965; 
Shepherd et al, 1966; Hoeper et al, 1979). However, 
a more recent study (Casey et al, 1984) which made 
both axis I and II diagnoses using structured interviews 
to assess those with conspicuous morbidity found that 
34% had personality disorder. The most common 
associations of personality disorder were with axis 
I diagnoses of anxiety states and of alcohol abuse. 
Comparisons were made with a rural general practice 
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(Casey, 1985) where personality disorder was signifi- 
cantly less common (20%) but the anankastic type 
found in greater proportion. 

The prominence of personality disorder in para- 
suicide has been described in a number of studies. 
Recurrent suicidal gestures and acts are one of the 
criteria for the diagnosis of borderline rersonality 
disorder in DSM-III-R. High prevalences (48-65%) 
for personality disorder among those ettempting 
suicide have been described by several workers 
(Philips, 1970; Ovenstone, 1973) and this finding has 
been upheld even when a structured, relatively bias- 
free schedule was used (Casey, 1989). Abnormalities 
of personality are especially common in those making 
suicidal gestures and minor attempts (Pallis & 
Birtchnell, 1977). An association between cbsessional 
personality and serious attempts has been postulated 
(Murthy, 1969) although this has not been replicated 
in more recent work (Pierce, 1977; Casey, 1989). 

Another group subject to bias in assessment is the 
forensic one, where the risk of assuming that 
abnormal behaviour among prisoners is inevitably 
caused by personality disorder can inflate apparent 
prevalence. Studies have found that between 20% 
and 70% of prisoners have abnormal personalities 
(Bluglass, 1977; Gunn ef al, 1978) and predictably 
the antisocial (sociopathic) type predominates. 

The advent of case registers and medical audit 
should facilitate studies of personality cisorder in 
hospital populations. This will be of value only if 
diagnostic practice is improved by psychiatrists 
avoiding both the temptation to classify mental state 
and personality disorders on a single axis and the 
arbitrary use of value-laden, unreliable terminology 
(e.g. ‘hysterical’, ‘immature’) to describe personality 
disorders (Thompson & Goldberg, 1987). In England 
and Wales, 7.6% of all admissions have a diagnosis 
of personality disorder (Department of Health and 
Social Security, 1985) and a similar proportion are 
so diagnosed in Ireland (O’Hare & Walsh, 1986), but 
both these figures are almost certainly underestimates 
because mental state disorders take precedence 
(Frances, 1980). Recent inquiries into the prevalence 
and type of personality disorders in psychiatric in- 
patients has shown that nearly half qual fy for the 
diagnosis of a personality disorder as well as one of 
mental state (Cutting ef al, 1986; Dahl, 1986; 
Loranger ef al, 1987; Widiger et al, 1987). Studies 
of out-patient samples have shown lower f gures, but 
even in this group between 20% and 40% have an 
identifiable personality disorder (Tyrer ef al, 1983a; 
Kass et al, 1985; Morey, 1988). Similarly, in 
emergency clinics dealing with emotional problems 
between 7.4% and 31% of clients have rersonality 
disorders (Muller et al, 1967; Bowman & Sturgeon, 
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1977), the disparity being explained by variations in 
method. 

Thus, unless we explain these results as artefacts 
of mental illness, or an error in method that sets the 
criteria for diagnosis at too low a level, we must 
conclude that personality disorder is a ubiquitous 
companion to psychiatric practice and not just a 
subject for the specialist in fields such as drug 
dependence or forensic psychiatry. 


Treatment 


There has long been an opinion, often amounting to 
conviction, that personality disorders are impervious 
to treatment. This may have been true in the 18th 
and 19th centuries (Prichard, 1837; Maudsley, 1868) 
but is open to question today. In the forthcoming 
reviews in this series, the efficacy of both pharmaco- 
logical and psychological treatments in different 
personality disorders, in which the category of 
‘borderline’ is most prominent, will be described. 

The treatment of personality disorders is long, 
arduous and difficult to complete. Anticipation of 
the obstacles to success is one of the main facets 
of treatment (Horowitz, 1977; Waldinger, 1987). It 
is important to take a long-term perspective because 
short-term treatment followed by resolution is 
unrealistic. One of the important consequences of 
better classification and awareness of personality 
problems is the recognition that people with 
personality disorders suffer considerably and merit 
help, even if it cannot always be given in reliable and 
effective form. In the past, many therapeutic 
disciplines have tended to regard personality dis- 
orders as not really part of psychiatry’s province and 
that they should therefore be separated from ‘real’ 
mental illness. This view is often implicit and rarely 
finds its way into print but is unfortunately common 
in practice. Views of treatment are now changing. 
Psychotherapy in particular, which has always 
maintained that personality disorders are part of its 
territory, has persevered in attempts to understand 
and modify the harmful attitudes that dominate the 
personal lives and relationships of people with 
personality disorders, and has helped to transfer this 
awareness to others. 

Taken together there are grounds for believing that 
some forms of long-term psychotherapy (Waldinger 
& Gunderson, 1987), group therapy (Parloff & Dies, 
1977), behaviour therapy (Dahl & Merskey, 1981), 
and drug therapies, particularly low-dose anti- 
psychotic drugs (Soloff et a/, 1986), are effective in 
the treatment of some personality disorders. This is 
a wide range of potential treatments and it is sad that 
only drug treatments have been tested in satisfactory 
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clinical trials. Although the ethical, financial and 
organisational challenges of mounting the necessary 
long-term studies of treatment in personality disorders 
must not be underestimated they are not insuperable, 
and these studies are essential before satisfactory 
recommendations for the treatment of personality 
disorder can be made. 


Development and course 


It would be wrong to pretend that personality 
disorder is easy to treat, and any success in preventing 
its development would be a major advance. The 
causes of personality disorder remain extremely 
difficult to determine, and while the environment 
(particularly the emotional one) is undoubtedly 
important, the role of inherited characteristics is 
likely to be equally so. To understand the develop- 
ment of personality disorder, careful longitudinal 
studies are needed with initial assessment at an early 
age, and these should involve close collaboration 
between child and adult psychiatry. Detailed follow- 
up studies (e.g. Wolff & Chick, 1980) are of great 
value here. ; 

Although definitions of personality disorder refer 
to their enduring characteristics, the adjective 
‘enduring’ should not be taken as ‘permanent’. 
Examination of the prevalence and outcome of 
personality disorders suggests that some categories, 
particularly borderline personality disorder, improve 
significantly over as little as five years (Pope et al, 
1983; McGlashan, 1984). When personality disorders 
are studied with regard to age, two groups can be 
identified: immature personality disorders that 
improve over time, and mature personality disorders 
that tend to persist into late middle or old age (Tyrer 
& Seivewright, 1988) (Table 3). 

The influence of personality disorder on the course 
of mental state diagnoses is important and needs 
greater emphasis in clinical practice, particularly 
when assessing prognosis. When the outcome of 


Table 3 
Separation of mature and immature personality disorders 
Matura Immature 
(rtia vanation with {tends to improve 
increasing age) over tima) 





Anankastic (obsessive- Antisocial (dyssoclal) 


compulsive) Borderline (impulsive) 
Paranoid Histnonic 
Schizoid (and schizotypal) Dependent 
Anxious Narcissistic 


Adapted from Tyrer & Servewright {1988}. 
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mental state disorders, of whatever type, is examined 
in groups with and without concurrent personality 
disorder, there is invariably a worse outcome in those 
with personality disorders (Greer & Cawley, 1966; 
Zimmerman ef al, 1988). This is true across the range 
of personality disorder, and individual categorisation 
has little impact. 

Closer examination of the data suggests that there 
are two components to this poor outcome: greater 
mental state pathology and greater vulnerability to 
relapse. Thus although in the short-term improve- 
ment may be similar in those with and without 
concurrent personality disorder (Zimmerman et al, 
1988; Tyrer et a/, 1990), this is not maintained and 
relapse is accompanied by much greater demands on 
the psychiatric services at all levels (Tyrer & 
Seivewright, 1988). 


Beyond the horizon 


The concept of personality disorder is not likely 
to disappear from psychiatry despite its critics 
(Blackburn, 1988; Lewis & Appleby, 1988). It is 
indispensable to psychiatric practice and there is now 
greater awareness of its important effects on many 
aspects of aetiology and management. These include 
life events (Seivewright, 1987), suicide prevention, 
potential for drug dependence (Tyrer et al, 19835) 
and length of hospital treatment (Stone ef al, 1987). 
It is likely that many more ‘stable’ elements of 
knowledge of mental state disorders will be shown 
to be dependent on personality factors that are 
currently undetected because they have never been 
investigated. The subject seems destined to increase 
in importance but we need better, unbiased measure- 
ments; these are likely to be biosocial ones that need 
cross-disciplinary collaboration. For those who wish 
to explore the second axis of psychiatry these are 
certainly interesting times. 
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Point of View 


Delusional Memories: First-Rank Symptoms? 


ALEC BUCHANAN 


Delusional memories have an established place in 
psychiatric phenomenology and use of the term 
extends to its inclusion in the Present State 
Examination (Wing et al, 1974). Not all writers have 
used the term, however, and present definitions are 
inconsistent. This paper attempts to clarify the 
significance of delusional memories for a diagnosis 
of schizophrenia according to Schneiderian criteria. 

In Essentials of Postgraduate Psychiatry, Mullen 
(1986) describes delusional memories thus: “A 
delusional insight occurs not as an intuition about 
the world or as a change in knowledge of or 
about the world but in the form of a memory’’. The 
example provided is that of a patient who suddenly 
remembered that a few weeks previously she had 
been attacked and raped by her brother. The Present 
State Examination takes a similar line, referring to 
delusional memories as ‘‘experiences of past events 
which clearly did not occur but which the subject 
equally clearly remembers’’. The example given is 
“I came down to earth on a silver star in 1964”. The 
Oxford Textbook of Psychiatry (Gelder et al, 1983) 
gives as an example a patient attributing a new and 
sinister significance to the memory of having vomited 
after a meal, pointing out that ‘‘it is not the memory 
that is delusional but the interpretation that has been 
applied to it’’. 

Clinical experience suggests that these phenomena 
are not uncommon. For the purposes of this dis- 
cussion, the term ‘delusional memories’ is used 
to refer to any involvement of memories in delusional 
material, thereby including both types described 
above. Subdivision of delusional memories is clearly 
of phenomenological interest. In one respect, 
however, such a subdivision also carries diagnostic 
implications. Thus Mullen’s (1986) description of a 
fully formed belief arising de novo closely resembles 
the sudden delusional idea described by Schneider 
(1959); as such it would not be regarded as a first- 
rank symptom of schizophrenia. When Gelder et al 
(1983) refer to the attribution of a new significance 
to a remembered event, however, the authors are 
alluding to the **two memberedness'' of delusional 
perception, which does represent, in Schneiderian 
terms, a first-rank symptom. 

Kurt Schneider's criteria for the diagnosis of 
Schizophrenia draw heavily on work by Jaspers 
(1923) and Gruhle (1915) concerning the nature of 


delusional beliefs. Jaspers subdivides genuine de- 
lusional ideas into delusional perception, sudden 
delusional ideas, and delusional awareness. Delusional 
perception he considers a two-stage phenomenon, the 
first stage consisting of the perception of an object 
or event and the second of the attribution of a 
delusional meaning to this perception. Interestingly 
he states that a similar two-stage phenomenon may 
Occur when a new meaning is experienced in associ- 
ation with the ‘‘sense-data’’ (Jaspers, 1963) of 
memory, and quotes Kurt Schneider (1938) as 
disagreeing on this point; Schneider, according to 
Jaspers, recognised only the attribution of new 
meaning in association with perception as a two-stage 
phenomenon. Jaspers refers to sudden delusional 
ideas as giving ‘‘new colour and meaning to 
memory” and his examples of delusional perception 
make it clear that the perceptions on which these are 
based also occurred in the past; indeed it is difficult 
to see how this could be otherwise, given that a 
patient's symptoms originate before he enters the 
consulting room. 

Gruhle (1915), in developing the ideas of Jaspers, 
states that delusional perception is not a disturbance 
of sensory perception; the patient does not feel that 
there is any alteration in the colour or the shape of 
things. The disturbance lies in symbolic meaning 
where the patient demonstrates what Gruhle termed 
the ‘‘establishment of relationship without cause”. 
Gruhle did not deny the existence of what would now 
be termed ‘sudden delusional ideas’, but initially 
regarded them as rare; later he conceded that 
delusional ideas could exist in their own right without 
being attached to the perception of an object. The 
views of Gruhle with regard to delusional memories 
have been reviewed by Schmidt (1940) who states, 
*'the very rare delusional ideas which take the form 
of memories and imaginings . . . are included in the 
concept of the sudden delusional idea". 

Elaborating the ideas of Jaspers and Gruhle, Kurt 
Schneider also subdivided delusions into delusional 
perception, sudden delusional ideas, and de- 
lusional mood, and included delusional perception in 
his first-rank symptoms of schizophrenia. In contrast 
to his earlier view, as quoted by Jaspers, Schneider 
(1949) made clear his opinion that the involvement 
of memories in delusional material could represent 
cases of delusional perception as well as sudden 
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DELUSIONAL MEMORIES 


delusional ideas. Using the term ‘delusional intuition’ 
to denote what would now be called a ‘sudden 
delusional idea’, Schneider states, 


“if a special meaning is subsequently attached to a 
remembered percept then this becomes a delusional 
perception, with two component parts. . . . A similar 
belief can also be held as a delusional intuition if, for 
example, it comes into someone’s head that he had 
supernatural gifts already as a child.” 


Schneider uses the term ‘mnestic delusional per- 
ception’ to denote delusional perception based on 
memories. He argues that the difference between 
mnestic delusional perception and delusional per- 
ception based on present percepts is simply one of 
degree. 


“Even in current (as opposed to mnestic) delusional 
perceptions a certain passage of time often intervenes 
between the perception and the interpretative experience. A 
servant girl suffering from a schizophrenic illness, for 
example, said that ‘later’ she believed ‘on thinking it over’ 
that a visitor was the son of the house in disguise, who 
wanted to try her out or to marry her. Whether it was 
a second, an hour or years ‘later’ makes no difference 
in principle." 
Thus, in Schneider's view, delusional memories can 
be classified as examples of delusional perception 
(and hence as first-rank symptoms) or as sudden 
delusional ideas according to the presence or absence 
of “two component parts”. But Jaspers wrote that 
perception is unaltered in delusional perception. 
What of cases where it is impossible to be certain 
whether this criterion is fulfilled? In this regard 
it is of note that those authors who believe 
that perception is altered in schizophrenia con- 
tinue to refer to delusional perception. Matussek 
(1952) described how, in deluded patients, a new 
perceptual context is formed, composed, not of 
concrete, but of more abstract properties of the 
perceptual world. He noted a **morbid capacity for 
fixing on certain details of the perceptual field’’. 
Nevertheless, he continued to use the term ‘de- 
lusional perception’ and to describe it as ‘‘an 
important symptom of schizophrenia". Mayer-Gross 
(1932) regarded perceptual abnormalities in schizo- 
phrenia as possible, yet the textbook which bears his 
name continues to refer to ‘delusional perception’ 
(Mayer-Gross et al, 1969). Mellor (1970) circum- 
vented the problem by describing the perception in 
delusional perception as seeming normal to the 
patient. Twenty years earlier, however, Schneider 
(1949) had made clear his view that the quality of 
the perception was not crucial to the presence or 
absence of a first-rank symptom of schizophrenia: 
“Even if the memory of the engraved fork were false 
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this would not alter our case since the experience 
would then be one of remembered perception.” 

This discussion begs the question whether first- 
rank symptoms are of diagnostic importance. The 
first problem to be addressed in this regard is 
how frequently these symptoms occur. Mellor 
(1970) found one or more first-rank symptoms in 
116 out of 166 schizophrenic patients interviewed 
within 48 hours of admission. The International 
Pilot Study of Schizophrenia (World Health 
Organization, 1973) showed that these symptoms are 
not confined to particular countries or cultures. 
Although some authors have identified first-rank 
symptoms in as few as 28% of cases of schizophrenia 
(Taylor, 1972), the discrepancy between this finding 
and those of other authors may be due to poor 
definition of terms (Koehler et al, 1977; Koehler, 
1979) and there is general consensus that first-rank 
symptoms occur frequently enough to be useful 
(Mellor, 1982). 

'The next problem concerns the extent to which 
first-rank symptoms are pathognomonic of schizo- 
phrenia. Here it would seem that Schneider's original 
contention, that in the absence of organic brain 
disease the presence of a first-rank symptom should 
suffice to diagnose schizophrenia, has been refuted. 
Taylor & Abrams (1973), Carpenter et al (1973), 
Carpenter & Strauss (1974), and Koehler & 
Seminario (1978) have identified first-rank symptoms 
in cases of mania and, less frequently, depression. 
Bowers (1972) has identified them in cases of 
drug-induced psychosis. Despite these reports, 
reviews of the topic consistently emphasise the 
discriminative value of first-rank symptoms (Wing 
& Nixon, 1975; Mellor, 1982; Chandrasena, 1987) 
and recent work by O'Grady (1990), showing that 
the specificity of first-rank symptoms for schizo- 
phrenia is increased if a narrow rather than a wide 
definition of the symptoms is employed, lends 
support to this view. 

In Schneiderian terms, as reiterated by Hamilton 
(1985), all delusional memories can be subdivided into 
delusional perceptions and sudden delusional ideas. 
Beyond this, the significance of delusional memories 
is unclear. With regard to the theme of a delusion, 
be it jealous, persecutory, or other, it would seem 
to make little difference diagnostically whether the 
delusional material makes reference to the past, the 
present, or the future. With regard to the form of 
a delusion, the significance of the involvement of 
memories in delusional material has not been widely 
debated since Schneider published his views. While 
‘delusional memory’ remains a term in widespread 
clinical use, the overall significance of the pheno- 
menon has yet to be clarified. 
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Some Aspects of Family Interventions in Schizophrenia. 
I: Adherence to Intervention Programmes 


NICHOLAS TARRIER 


Although family intervention programmes to instruct relatives in management and coping skills 
are often effective in reducing schizophrenic relapse, many families either fail to be engaged 
or withdraw from treatment at an early stage. Some possible reasons for this are described 
and some suggestions for increasing adherence are made. Adherence with interventions may 
be viewed as a complex behaviour pattern, and factors increasing or decreasing the probability 
of such behaviour occurring and being maintained can and should be investigated to maximise 
the clinical potential of family Intervention programmes. 


Negative results and treatment failures are rarely 
reported in the research and clinical literature. 
However, treatment failures have been cited as an 
invaluable source of information for elucidating 
intervention mechanisms, improving existing treat- 
ments and inventing new ones (Foa & Emmelkamp, 
1983). Emmelkamp & Foa (1983) classified treatment 
failures into four groups: 


(a) Refusals - patients who do not enter into 
treatment or who apply for treatment but later 
refuse to go through with it 

(b) Drop-outs ~ patients who do not complete a 
course of treatment considered to be adequate 
by the therapist 

(c) Non-responders — patients who receive treat- 
ment but fail to reach an agreed criterion for 
improvement 

(d) Relapses - when the improvements gained dur- 
ing intervention are found not to be durable 
over time and symptoms recur. 


In this paper we will be concerned with refusers 
and treatment drop-outs of family management 
programmes with the families of schizophrenic 
patients. 

There is now substantial evidence to support 
the efficacy of family management programmes in 
reducing schizophrenic relapse when used in combi- 
nation with neuroleptic medication (see Kuipers & 
Bebbington, 1988; Tarrier & Barrowclough, 1990 for 
reviews). Furthermore, there is evidence to suggest 
that such interventions increase the level of social 
functioning of the patient, decrease the subjective 
burden of the relative, and result in economic savings 
to the mental health services (Tarrier & Barrowclough, 
1990). Despite these encouraging results, clinicians 
attempting to implement a family intervention pro- 
gramme may be surprised to find that families do 
not always receive the intervention with similar 


enthusiasm. Smith & Birchwood (1990) emphasised 
that research studies have reported a number of 
families who either refused to participate in the 
intervention or withdrew from treatment. In the six 
studies they review, including their own on-going 
study, the range of families refusing interventions 
is between 7% and 21% (median 13%), the range 
of families withdrawing from treatment is 7~14% 
(median 9.5%), and there is a total non-compliance 
range of between 8% and 35% (median 16%). More 
recent papers have also reported high non-compliance 
rates. Leff and his colleagues (Leff et al, 1989) 
attempted to compare education and family therapy 
with education and attendance at a relatives’ groups. 
All patients were living in high contact with relatives 
of high expressed emotion (EE). Eleven of the 
12 families allocated to the former treatment 
participated, possibly because it took place in their 
own homes. In the relatives! group treatment, 
one family refused treatment completely, and the 
attendance at the relatives' group was poor - only 
families of six patients attended on even one 
Occasion. This represents a 50% take-up rate. 
Similarly, in a recent report of the implementation 


of a counselling and support group for the relatives 


of chronically mentally ill patients attending day 
care, it was not possible to engage the relatives of 
4 out of 13 (31%) available patients to participate 
in the intervention (MacCarthy et al, 1989). 
Although there is evidence that family management 
programmes result in considerable benefit for both the 
patient and the family, there is a not insignificant 
group of families who refuse to participate. A similar 
problem can be seen with families who quickly drop 
out of treatment and therefore receive minimal 
exposure to the intervention (Smith & Birchwood, 
1990). Patients of families who drop out appear to 
have an increased relapse risk. For example, Hogarty 
et al (1986) reported that over twelve months, relapse 
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rates for ‘treatment takers’, that is, those who 
completed the intervention programme, were as 
follows: control treatment (41%), psychoeducational 
family management (19%), social skills training for 
the patient (20%), and both treatments combined 
(0%). However, if the ‘partial takers’, or those who 
dropped out of treatment, are included, then the 
relapse rates increase to: control group (4999), family 
management (23%), social skills training (3096), and 
the combined group (9%). Similarly, Tarrier et al 
(1988) reported a relapse rate of 12% over nine 
months for a behavioural intervention with families, 
but if ‘partial takers’ are eliminated (including two 
of the relapses) the relapse rate improves to 5%. A 
follow-up of ‘inclusion refusers’, ‘treatment refusers’ 
and ‘drop-outs’ from the Tarrier ef al study indicated 
that 12 out of 18 (67%) of these patients relapsed 
in the subsequent nine months. These results suggest 
not only that some patients and their families are 
difficult to engage and maintain in treatment but that 
this group may be at elevated risk of recurrent 
relapse. There is also evidence that such a patient 
population makes a heavy financial demand on the 
mental health services (Hafner & an der Heiden, 
1989). 

This paper will attempt to examine factors which 
may be important in explaining why some families 
are difficult to engage and maintain in family 
management programmes and to suggest possible 
ways in which this problem can be addressed. If 
research results are to be translated into clinical 
practice in an effective and economical manner the 
engagement and maintenance of families in treatment 
is a crucial factor. 


Treatment adherence 


Compliance in medicine is by no means a new 
problem. Estimates of non-compliance with medical 
treatment range between 4% and 92%, and average 
from 30% to 35% (Feuerstein et al, 1986, page 258). 
In psychiatric clinics, similar reports have been made, 
with reports of 25% to 58% non-take-up rates for 
psychotherapy, behaviour therapy or family therapy 
(Shapiro & Budman, 1973; Marks, 1978; Garfield, 
1980; Gaines & Stedman, 1981). Although it will not 
be addressed directly in this paper, the problem of 
medication compliance is also a central issue in the 
management of schizophrenia. 

Recently, health psychologists have advocated a 
shift away from the use of the term compliance, since 
it connotates passive patient obedience, to the term 

lying voluntary effort bv the individual 

(Redin & Saloyey, 1989). A change i in terminology 

E acompania by a change in theoretical focus, 
ls aes ~ 
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since adherence implies choice and mutuality in plan- 
ning and implementation of intervention strategies. 
Such a conceptualisation of the engagement and 
maintenance of families in intervention programmes 
reflects the active role of the relative in working in 
collaboration with the mental health professional 
rather than as passive recipients of therapy (Backer 
& Richardson, 1989; Lefley, 1989; Smith & Birchwood, 
1990). 

Explanatory models of adherence and health 
behaviour have emphasised a cost-benefit, decision- 
making perspective (e.g. Becker & Maiman, 1975; 
Ajzen & Fishbein, 1980; Weinstein, 1988). These 
aspects can be translated to family interventions. The 
family's participation will be dependent on: the 
perceived susceptibility to the illness (in this case the 
likelihood of the patient's relapse), the perceived 
effectiveness of the preventative measures (the efficacy 
of the intervention in reducing the patient's relapse 
risk), and the perceived costs (physical, psychological 
and economic). This analysis focuses on the relatives’ 
cognitive processes in coming to a decision concerning 
participation. The implications for adherence are 
firstly, that these cognitive processes need to be 
acknowledged and assessed. Behavioural assessment 
methods would appear to be a powerful method of 
achieving this (see Nelson & Hayes, 1986). Secondly, 
adherence can be facilitated by taking action that will 
maximise the predicted benefits of the intervention 
and decrease the costs. 


Factors affecting adherence 


Meichenbaum & Turk (1987) have summarised the 
factors affecting adherence into five general categories: 


(a) characteristics of the client 

(b) characteristics of the treatment regime 

(c) features of the disease 

(d) the relationship between the health care pro- 
vider and the client 

(e) the clinical setting. 


The authors are at pains to point out that although 
these factors appear to fit into discrete categories there 
can be considerable overlap and the categories should 
not be viewed as independent. Although this categor- 
isation was formulated from the general adherence 
literature, it is also useful for organising the material 
on relatives’ adherence to family management. 


Characteristics of the client 

In discussing the client in this instance we are 
referring to the patient's relatives and family and not 
the index patient. 


FAMILY INTERVENTIONS IN SCHIZOPHRENIA: I 


Physical health of the relative. Many families 
consist of elderly parents and their schizophrenic son 
or daughter. With age, the relative has an increased 
risk of poor physical health and participation in an 
intervention programme over a long period of time 
may be very difficult in the absence of special 
considerations. Elderly relatives may also have 
greater difficulty in acquiring and implementing new 
skills. 

Competing demands and lack of resources. There 
may be other competing demands such as employment 
commitments, caring for young children, and other 
social and emotional relationships, or the lack of 
resources such as money, transport or time which 
makes adherence difficult, especially if sessions take 
place in the hospital during normal working hours. 

The costs to the family of participation in an 
intervention programme can be decreased if a range 
of options in terms of localities and timing of sessions 
is made available, for example, the choice of the 
sessions taking place in the family home, local health 
centre (perhaps with child care facilities) or the 
hospital with a flexibility of hours to accommodate 
relatives with work commitments. The provision of 
written and visual (e.g. video) materials should aid 
retention of advice. 

A lack of understanding about the nature and 
course of the illness or inappropriate or conflicting 
health beliefs. These may be idiosyncratic, socio- 
cultural or ethnic conceptualisations of the disease 
and its treatment. For example, the relatives may 
believe the patient's psychopathology at its face value 
or construe the problem as due to a cause other 
than mental illness, such as a vitamin deficiency 
(Barrowclough et al, 1987). Such explanatory models 
may lead relatives to believe that the patient does not 
have a mental health problem and that an alternative 
remedy, such as a vitamin supplement, is required. 

The relatives’ perception of the patient's problems 
and their cause and the possible conflicts with the 
professional's explanatory model need to be assessed 
at an early stage. It has frequently been assumed, 
probably incorrectly, that relatives will accept the 
explanation given to them by the professional (Tarrier 
& Barrowclough, 1986). Conflicting explanations 
held by the relatives can be dealt with in a manner 
similar to incorrect causal explanations held by 
sufferers of emotional disorders (cf. Hawton et al, 
1989). The differing explanations held by the 
professional and relative are acknowledged and 
evidence is gathered to support or refute the 
alternatives. The influence of cultural factors, 
especially relating to minority and ethnic groups, 
are probably an important but as yet unknown 
variable. 
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The presence of apathy and pessimism. This may 
be especially likely if the illness has been chronic and 
unremitting. There may be a feeling of hopelessness 
that any change can be produced. 

The absence of social support and high levels of 
burden. This may result in the relative being 
unwilling to take on any further commitment or 
involvement in the patient’s treatment. 

Residential instability. This may mean that the 
patient is unpredictable in his/her residence with the 
family or the family themselves may lack a stable 
residence. 

Intervention programmes should be flexible and 
be able to respond to the identified and prioritised 
needs of either the relative or the patient, as required. 
This may mean addressing the mood of the relative 
or the functioning of the patient, or looking for 
alternatives, such as day care or alternative housing, 
that will help reduce family burden. Demonstrating 
the possibility of change in the short term may be 
necessary to increase the relatives’ belief in long- 
term change. This would involve the inclusion of 
intervention components that addressed functioning 
and symptom self-management as opposed to solely 
focusing on relapse prevention. The application of 
intervention programmes in a formal package may 
risk decreasing the relatives’ perception of their 
feasibility and efficacy if they do not address the 
family’s immediate needs and priorities. 

Characteristics of the individual. Dispositional 
characteristics of the relative, frequently summarised 
as poor motivation, are often cited to explain lack 
of adherence to intervention programmes even 
though such explanations frequently lack conceptual 
clarity and empirical support (Kingston, 1984). The 
measure of expressed emotion (EE) is sometimes 
conceptualised as a stable dispositional variable. As 
such, relatives with high scores on criticism, hostility 
or overinvolvement could be predicted to be low on 
adherence. Clearly, evidence on the relationship 
between EE and failure to engage would be difficult 
to collect, since the relative would need to be engaged 
to be interviewed and assessed in the first place. Some 
evidence, however, exists on the relation between EE 
and early drop out. In the Salford study (Tarrier 
et al, 1989) 10 out of 64 high-EE families (16%) were 
assessed but did not participate further, four of these 
because of refusal on the part of the relatives and 
six because of residential instability. There were no 
such ‘non-participators’ in the low-EE families. Six 
out of 54 (11%) of the high-EE group failed to 
complete treatment or follow-up assessments, four 
of these from the non-intervention qe emu iig i 
which the demands i din of pc ere equi 
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of 19 (5%) of the low-EE group. Szmukler ef al 
(1985) also examined parental EE and withdrawal 
from treatment in a study investigating anorexia 
nervosa. Although this is a different diagnostic 
group, the results may be pertinent to this discussion. 
Parental EE, particularly high scores of criticism, 
was found to be significantly associated with dropping 
out of treatment. The strongest association was 
found to be between high-EE mothers whose 
daughters were to receive family therapy. The 
authors suggested three possible reasons for their 
results: 


(a) critical parents may be critical not only of the 
patient but also of the treatment, which could 
discourage the participation of both the 
patient and the relatives in treatment 

(b) high-EE critical parents also expressed high 
ratings of subjective burden due to their 
daughters’ disorder and may have perceived 
family therapy as an extra burden 

(c) parents, and especially mothers, may feel that 
they were being blamed for the illness. 


These factors suggest that there is ar. association 
between high EE ratings and discontinuation of 
treatment. However, it is possible that the relationship 
between EE and low adherence is because both of 
these are caused by a third factor, such as aversive 
experiences with the mental health services. 

The EE measure has played an important role 
in determining research strategies ard advancing 
knowledge; however, it has distinct disadvantages in 
the clinical and service setting (Hatfield e al, 1987; 
Smith & Birchwood, 1990). The interview base for 
the rating of EE (the CFI or Camberwell Family 
Interview; Leff & Vaughn, 1985) does have the 
advantage of allowing the relative to talk at length 
(a rare occurrence in the public services) about 
living with someone with schizophrenia, and the 
information provided is potentially of great clinical 
use (Barrowclough & Tarrier, 1991). To avoid the 
problems inherent in EE classification but to make use 
of the benefits of the interview setting, intervention 


programmes should not attempt EE-like classifications ` 


but use the interview and the information it provides 
to determine the family's needs. A second difficulty 
that has arisen from EE research has been the focus 
on negative interactions within the family. Although 
these undoubtedly occur, the emphasis on such 
negative aspects of the family can result in the 
engagement strategy of having tc convince or 
persuade the family that they have a problem that 
needs resolving. Similarities can be seen between this 
stance and patients with alcohol problems first 
having to admit they are alcoholic. Engagement 
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of patients with alcohol problems has been facilitated 
by use of motivational interviewing (Miller, 1983), 
which de-emphasises labelling and utilises various 
psychological processes to allow clients to define 
their own problems and decide the possibilities for 
action. A similar approach could be adopted with 
families of schizophrenics. A further difficulty with 
the family intervention programmes is the assumption, 
sometimes adopted by therapists, that relatives know 
nothing about living with schizophrenia. That is, 
relatives have a skills deficit and the intervention is 
to teach them how to cope. This assumption can 
potentially alienate relatives who may feel they have 
practical experience in coping with schizophrenia, 
since they have been living with the patient for a 
long time. To engage these relatives it is necessary 
to acknowledge their expertise and put forward 
professional advice as a complementary type of 
knowledge, the combination of which will form the 
basis of the collaborative endeavour. 

Dissatisfaction with the practitioner or treatment. 
There is no direct evidence that relatives fail to enter 
family interventions because they are dissatisfied with 
the therapist or the approach. However, this may 
be a factor affecting early drop out. Similarly, 
experiences with other aspects of the mental heaith 
services may act as a negative 'halo' effect. Nelson 
et al (1975) found the single most influential variable 
in schizophrenic patients’ drug default was the 
patients! assessment of their doctor's interest in 
them. It would seem reasonable that a perception of 
interest and a clear and adequate explanation of the 
intervention will be important variables in engaging 
relatives. 

Relatives’ expectations and attitudes towards 
treatment. Relatives who expect and want something 
completely at odds to the treatment offered will be 
difficult to engage and maintain in treatment. One 
potential recruit to the Salford Family Intervention 
Project (Tarrier et al, 1988) wanted her daughter 
confined to an institution and she had been told 
previously by another psychiatrist that this was an 
option. She refused to consider any other alternative 
and terminated all further contact with all services 
once she realised that this was no longer a realistic 
possibility. Hence, as discussed earlier, attitudes to 
treatment may be related to attitudes towards the 
patient. 

Exposure to environments that support non- 
adherence. Adherence would be expected to be 
decreased if the relatives are exposed to an environ- 
ment that supports non-adherence. The most likely 
example of this is when relatives are exposed to a 
social environment in which the prevailing attitudes 
are in conflict with the aims of the intervention. 
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For example, McCune (1988) reports on a case in 
which a mother enlisted the aid of the local relatives’ 
support group to stop a family intervention being 
implemented with her daughter and son-in-law, even 
though her action was against their wishes. 

Liaison with other professional and non- 
professional agencies to inform and update them 
about the nature and goals of family intervention 
may help to avoid these problems. 


Characteristics of treatment 


In adhering to an intervention programme the subject 
is required to initiate and maintain a new behaviour 
pattern. It would seem probable that the greater the 
contrast between the relative's established behaviour 
and the new behaviour, and the longer the former 
has been established, then the greater difficulty the 
relative will have in adhering to the intervention 
programme. The literature on adherence also suggests 
that the more complex and intrusive the treatment 
regime, the lower the adherence. Furthermore, 
adherence generally deteriorates over time. Continued 
adherence over time is especially important in 
family management of a chronic disorder such as 
schizophrenia, in which the patient is sensitive to 
environmental stress. These characteristics of the 
intervention - contrast, complexity and intrusiveness - 
may affect the relatives’ adherence, especially over 
extended periods of time. Intervention strategies 
should aim to gradually shape the relatives' behaviour 
to an increasingly closer approximation of the desired 
behaviour and organise the contingencies to maintain 
these newly acquired behaviours. 


Disease or disorder variables 


Acute crisis. Studies which have attempted to 
recruit families during remission or periods of stable 
community tenure have reported great difficulties in 
engagement (e.g. Cheek et al, 1971; Hudson, 1975). 
Families appear more amenable to help during 
critical periods such as hospital admission or symptom 
relapse. Similarly, rapid remission of symptoms 
following discharge can be associated with decreased 
adherence or termination of the intervention, since 
the family no longer perceives the necessity for 
further intervention. In such cases, where the families 
drop out of active intervention, contact with the 
family should be maintained and open access back 
into the intervention should always be available if 
required. 

Chronic course. As mentioned earlier, the families 
of patients experiencing a chronic illness with severe 
deficits may feel that their actions have no influence 
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on the patient and hence view the situation as 
impossible to change (Fadden et al, 1987). Engage- 
ment in this situation would be difficult if the 
relatives predict the intervention to be ineffective. 

Disruptive, aggressive and violent behaviour. 
Aggressive and violent behaviour is one of the 
problems that relatives find most difficult to cope 
with (Falloon, 1988). Relatives of very disturbed or 
violent patients may not be prepared to participate 
in an intervention programme for a number of 
reasons. If the patient is relatively stable, the relatives 
may fear upsetting the status quo or they may be too 
frightened of the patient to participate. The latter 
occurred in the Salford Project when a young woman 
who wanted to participate declined intervention 
because she was too frightened of her violent father. 

Although intervention should always be on offer, 
even to patients with a chronic illness, the chances of 
successful adherence and management are probably 
increased the earlier the intervention is implemented 
in the patient's illness. Furthermore, the critical 
periods when engagement and drop-out are more 
probable should be recognised and planned for. 
Family interventions cannot exist in isolation and 
should be part of a comprehensive and integrated 
mental health service which has a range of options 
that can potentially meet families with special needs. 
For example, the confidence of relatives of violent 
patients will probably be increased if they have 
resources available from the services which they can 
contact if difficulties arise. 


The relationship between family and the mental 
health service 


Dissatisfaction and stigmatisation. Numerous sur- 
veys have shown that families express dissatisfaction 
with their interaction with mental health personnel 
(Bernheim, 1989; Lefley, 1989). There appears to be 
a general inability to obtain information from 
professionals who have a major role in caring for 
the patient. There is evidence that the benefits of 
educating relatives is not in the acquisition of 
knowledge itself but in the non-specific effects of 
reducing anxiety, worry and perceived burden (Smith 
& Birchwood, 1987). The lack of access to infor- 
mation, therefore, is likely to exacerbate these 
emotional problems. Families report frustrations in 
attempting to obtain answers to reasonable questions 
and in receiving reluctant and sometimes hostile 
communications from mental health workers (Lefley, 
1989). Theories of family pathogenesis have in the 
past been widespread and are still held by some 
professionals (Bernheim, 1989). This has resulted in 
relatives being blamed and stigmatised for the 
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patient's illness. More recently the term ‘high 
expressed emotion' has been used erroneously and 
spuriously to label relatives who are distressed, 
concerned or ‘difficult’ (e.g. McIntyre ef al, 1989). 
Being blamed for causing the illness or being treated 
with neglect has, quite reasonably, resulted in 
relatives becoming very dissatisfied with mental 
health professionals and sometimes avoiding contact 
with them. The willingness of families to engage in 
new intervention programmes will be determined by 
their previous experience with other mental health 
professionals. Unpleasant or negative experiences, 
especially during the potentially emotioral circum- 
stances of hospital admission, may result in the 
general rejection of all mental health services (the 
negative *halo' effect). Negative attitudes and behav- 
iour of staff towards relatives may result in relatives 
becoming increasingly anxious and worried about the 
patient or overly protective towards them, which 
could lead to a decrease in the relatives! effective 
coping. 

The relatives’ emotions and distress need to be 
assessed. High levels of distress will need to be 
reduced before relatives can be expected to act as 
rehabilitative agents. Since education programmes 
appear to be well received by relatives and result in 
a reduction of stress levels, a decrease in burden and 
an increased optimism (Smith & Birchwood, 1987), 
providing information would appear ta be a good 
engagement strategy. Most education programmes 
have been short and early drop-out may be reduced 
by extending the length and increasing the personal 
relevance of these programmes before progressing 
with other aspects of the intervention. 

Differing priorities. Several studies have indicated 
that patients and their relatives have different 
priorities to those of staff (MacCarthy ef al, 1986; 
McIntyre et al, 1989). Clearly if problems and 
their solutions are viewed with different levels of 
importance by families and therapists then adherence 
will be jeopardised. It is therefore important to elicit 
what patients and relatives view as their high-priority 
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needs before embarking on an intervention. Asking 
the service receiver solely to define the intervention 
goals may lead to confusion in some cases, whereas, 
if the professional solely defines the goals, conflict 
may result. So all treatment goals and priorities 
should be agreed upon. 


Clinic and service variables 


The organisation of the mental health clinic or 
service may have a strong influence on adherence. 
Characteristics such as the nature and location of 
the treatment setting, a long waiting time, individual 
appointments, duration of appointments, clinic 
opening times, difficulty accessing the service when 
required, lack of cohesiveness of the treatment 
service, continuity of personnel, and responsiveness 
of the clinical service, may directly or indirectly affect 
adherence. In general, changes in clinical services to 
be more responsive to the family's needs would 
probably increase both consumer satisfaction and 
adherence. In particular, the use of appropriate 
verbal reminders, prompts, telephone calls and 
follow-up letters to target adherence to appointment 
attendance and the completion of homework exercises 
could be incorporated into the intervention pro- 
gramme to good effect. 


Conclusion 


The contingencies which increase the probability of 
adherence behaviours are likely to vary considerably, 
hence the determinants of adherence in each individual 
family need to be assessed. Some potential difficulties 
in engaging and maintaining relatives of schizophrenic 
patients in family intervention programmes and 
guidelines for their possible solution have been 
described. At present, these potential solutions are 
without validation; however, they are open to 
empirical test. Family intervention research should 
focus on how adherence can be facilitated so as to 
maximise its clinical potential. 
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Some Aspects of Family Interventions in Schizophrenia. 
II: Financial Considerations 


NICHOLAS TARRIER, KAREN LOWSON and CHRISTINE BARROWCLOUGH 


The direct costs to the mental health services for patients who participated In a trial of a behav- 
loural family intervention to reduce schizophrenic relapse were estimated. Comparisons were 
made between two patient groups from households of high expressed emotion (HEE): one group 
received a nine-month family intervention (HEE Intervention) and the other group routine treatment 
(HEE Control). A third group consisted of patients from low-EE households (LEE Control). The 
significant decrease In relapse rates in the HEE Intervention group compared wrth the HEE 
Control group has previously been reported; the analysis of costs indicates that any increase 
In costs due to the family intervention Is outweighed by a decrease In usage of the established 
mental health services. The intervention resulted in a decrease of 2796 in mean cost per patient. 


In the current economic climate the economic 
implications of new treatment strategies are of 
interest, even when the treatment is of demonstrated 
efficacy. Although a number of controlled family 
intervention studies demonstrating a successful 
reduction in schizophrenic relapse through family 
management have been reported in the literature, 
only Falloon and his colleagues (Falloon ef al, 1984) 
have reported on economic considerations. In a 
detailed analysis of all direct and indirect costs over 
twelve months, the costs of family management 
of schizophrenia were 19% less than individually 
managed patients (Cardin ef al, 1986). This saving 
was mainly due to a greater need for crisis intervention 
services and in-patient treatment in the individually 
managed patients. We have previously reported on 
the benefits of a behavioural intervention with 
families of schizophrenic patients in terms of reduced 
relapse rates over nine months (Tarrier et a/, 1988), 
and in terms of an increase in the patients’ social 
functioning (Barrowclough & Tarrier, 1990). The aim 
of this intervention was to provide an addendum to 
the best available service provided by the established 
mental health service. In this paper we report on the 
financial implications in terms of the direct costs of 
the added family intervention and in usage of the 
established services. The family interventions were 
carried out by clinical psychologists. We hypothesised 
that the extra costs of the intervention would be offset 
by the savings in the reduced use of other facilities 
of the mental health services by the intervention 
patients when compared with a control group of 
patients who did not receive family intervention. 


Method 


A total of 83 patients and their families were recruited for 
the treatment trial. Their mean age was 35.5 (s.d. 12.8) 


years, 54 (6599) were female, 25 (30%) were first admissions, 
the mean number of admissions was 2.8 (s.d. 3.6), the mean 
duration of iliness was 6.3 (s.d. 7.4) years and the mean 
time since their last admission was 1.6 (s.d. 3.1) years. Of 
the relatives, the relationship with the patient was: mother 
42%, father 24%, husband 18%, wife 6% and other, 10%. 
Ten patients or their relatives refused to participate in the 
project so 73 patients and their families entered the trial. 


Treatment groups 


Allocation to treatment groups was made initially on the 
assessment of the expressed emotion (EE) of the relatives. If 
at least one relative was assessed as high EE, allocation was 
made to one of four treatment groups: two groups received 
8 nine-month behavioural intervention designed to reduce the 
EE status of their relative and hence relapse risk; one group 
received a short educational programme of two sessions; and 
one group received routine treatment. Patients living with 
low-EE relatives were allocated to the two-session education 
programme or routine care. These six groups have been 
categorised into three groups - HEE Intervention (n = 25), 
HEE Control (n229) and LEE Control (n= 19) - by 
equivalence in intervention and relapse rates. The relapse 
rates in these groups were: 12%, 48% and 21% respectively. 


Contacts with the mental health services 


All contacts with the mental health services were recorded 
for participating patients. These included: number of 
in-patient days, attendance at psychiatric out-patient and 
injection clinics, appointments with community psycHiatric 
nurses (CPNs), day care, and appointments with social 
workers. All contacts with the mental health services were 
costed. A further study in Salford, carried out at the same 
time, examining the practices of CPNs and social workers, 
estimated the mean time spent with each patient for these 
two professions as 16 minutes and 25 minutes respectively 
(Wooff et al, 1988). For the purpose of these costings the 
mean appointment time was assumed to be 15 minutes and 
30 minutes. 
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Cost analysis 


Costings were calculated from Korner cost accounts for 
acute psychiatric care (Salford Health Authority, 1988). All 
costs were at the 1987/88 prices for comparability and 
included only direct costs (i.c. medical, nursing, drugs, 
dressings, paramedical, and diagnostic input) and not 
overheads and indirect costs. The latter were not directly 
relevant to the intervention trial and were not included. 
Hospital admission was costed on the total number of days 
per patient multiplied by the cost per in-patient day, taken 
from the Korner cost accounts for acute psychiatric care. 
Similarly, the cost of out-patient treatment wes calculated 
on the cost per out-patient visit from the Korner cost 
accounts multiplied by the number of out-patiznt visits for 
each patient. A similar calculation was made for day care 
attendance. The cost of CPN contacts and injection clinic 
visits was calculated from the salary of a Grade G nurse 
plus psychiatric lead, at the mid-point on the scale and 
assumed the nurse worked 200 days per year with six hours 
per day contact time, and each patient was seen for 
15 minutes, plus costs for drugs, dressings etc. The 
total for CPN visits and injection clinic contacts were 
combined. 

Similarly, social worker contacts were calzulated from 
the salary of a senior social worker plus additional costs 
assuming a 30-minute contact time. The behavioural inter- 
vention was of 13 sessions over the nine-month post-discharge 
period, so the cost of 13 hours of a senior psychologist's 
time was calculated from the mid-point of the scale again 
assuming 200 working days per year and six hours per 
day contact time, for each of the HEE Intervention 
patients. Costs for two sessions of psychologist's time 
were added to the costs for patients in the HEE Control 
and LEE Control groups who had received the education 
programme. 


Results 


The costs of hospital admission, day care, psychiatric out- 
patient treatment, CPN contacts, social werker contacts, 
and psychologist contacts for each of the three patient 
groups over the nine-month period are presented as mean 
cost per patient in Table 1. 

Comparisons were made between the three groups for 
each expenditure category of the established services. 
There were no significant differences between the LEE 
Control group and the HEE Interventicn group. The 
LEE Control group showed significantly lower costs in 
terms of social worker contact than the HEE Control 
group (£x 2.3, P« 0.05), but all other comparisons were 
non-significant. Comparisons between the HEE Control 
and Interventlon groups demonstrated a significantly 
greater cost in social worker contact (f —2.37, P<0.05) and 
hospital admission (/ — 2.44, P<0.05) for the HEE Control 
group. 

In terms of total group costs, the HEE Intervention group 
showed an overall saving compared with the HEE Control 
group of £17 112 over nine months, which is a financial 
benefit of 37%, and a mean saving of £432 per patient over 
the nine months, which is a saving of 2795. 
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Table 1 
Mean (s.d.) cost per patient of mental health services for 
intervention and control groups (in £ sterling) 


LEE Control HEE Control HEE Intervention 


group group group 
Hospital 321 830 104 
admission (582.50) (1582.20) (265.20) 
Day care 239 392 645 
(266.50) (144.80) (302.60) 
Psychiatric 131 122 167 
out-patients (81.30) (125.70) (128.80) 
Social worker 38 152 42 
contacts (69.30) (241.80) (81.30) 
CPN contacts 79 92 96 
(54.10) (86.10) (60.70) 
Psychologist 14 16 218 
contacts 
Total 822 1603 1171 


1. Psycholagist contacts were due to the family mterventon or 
education programme and a standard cost per patient is presented. 


Discussion 


It is clear that, despite the extra cost of the inter- 
vention in terms of psychologist’s time, there are con- 
siderable savings as a result of decreased use of the 
established mental health services. The main saving is 
in terms of reduced hospital admission in the HEE 
Intervention group compared with the HEE Control 
group. Hospital admission is a considerable drain on 
financial resources, accounting for 52% of the costs 
incurred by the HEE Control group, which must be 
compared with the 8% of the overall costs of the 
HEE Intervention group. This saving more than 
covers the extra cost of family interventions. It 
presumably reflects the decrease in relapses experienced 
by patients receiving family intervention. There is also 
an indication that the HEE Intervention group cost 
significantly less in terms of social worker time. This 
is perhaps because the traditional role of social workers 
in offering family therapy would have been decreased 
in families receiving intervention from psychologists. 

Similar changes in in-patient costs were reported 
by Falloon and his colleagues (Cardin ef al, 1986) 
in their analysis of the economic benefits of family 
management of schizophrenia, and although not 
directly comparable, they are in agreement with a 
study in Australia by Hoult (1986) which aimed to 
treat psychiatric patients in the community as an 
alternative to mental hospital admission. In this later 
study, the average patient treatment (public and 
private, direct and indirect) was 26% more for 
standard hospital care compared with community 
care (Cass & Lapsley, 1983). 

Although this report indicates financial savings 
over nine months for the family intervention, the 
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question remains whether this saving would continue 
over time. Clearly this is impossible to answer from 
the present data; however, the two-year follow-up 
results indicate that although relapse rates increase 
in the family intervention group between 9 and 24 
months (33%), they are still significantly lower than 
those for the HEE Control group (59%) over the 
same period (Tarrier ef al, 1989). Since relapses were 
identified from hospital admissions it is reasonable 
to suggest that financial savings would still occur over 
this period. Although our analysis is of the limited 
costs pertaining to the intervention trial with a 
relatively small group of patients it does indicate that 
resources can be conserved by family management 
which would allow their diversion elsewhere. 

In conclusion, within the constraints and difficulties 
of costing mental health services, the economic 
benefits as well as the clinical benefits of family 
management of schizophrenia within the community 
are considerable. This is especially pertinent at a time 
of scarce resources and increasing demand. 
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Schizophrenia, Bipolar Disorder and Depression 
A Discriminant Analysis, using ‘Lifetime’ Psychopathology Ratings 


|. F. BROCKINGTON, A. ROPER, J. COPAS, M. BUCKLEY, C. E. ANDRADE, P. WIGG, 
A. FARMER, C. KAUFMAN and R. HAWLEY 


Discriminant and canonical vanate analyses were performed using 302 patients, on whom 
ratings of lifetime psychopathology and course of lliness had been made. DSM-III diagnoses 
were used to form the criterion groups. Bipolar disorder emerged as a distinct grouping, but 
there are reasons for dissatisfaction with rts defintion. The remalning patients formed a 
'schrzodepressive continuum’, but this also had a tendency to bimodality. It is possible that 
the distinction between schizophrenia and depression was obscured by inadequacies in the 
data and the Inclusion of excessive numbers of patients with schizoaffective depression In 


this study. 


Several attempts have been made to find a natural 
boundary between the major psychoses, using 
clinical data and the statistical technique of dis- 
criminant function analysis (Kendell & Gourlay, 
1970; Brockington ef al, 1979; Cloninger ef al, 1985). 

This paper reports a further attempt to do so, 
using longitudinal data on 302 patients. 


Method 


The patients came from four series. The first two are the 
Netherne and the schizoaffective series, which have been 
used in an earlier study (Brockington et al, 1979). The 
Netherne series consisted of 134 consecutive psychotic 
patients admitted to Netherne Hospital, interviewed by the 
US/UK Diagnostic Project team in 1966-68 and re- 
interviewed by Brockington in 1972-74; the schizoaffective 
series consisted of 108 patients meeting Kendell’s definition 
of schizoaffective psychosis, collected by Brockington at 
the Maudsley and Bethlem Royal hospitals in 1972-74 and 
reinterviewed by Wainwright starting in 1974. The third 
series of about 100 patients was collected in Manchester 
by Brockington in 1975-78 as part of a study of puerperal 
psychosis and other psychoses in women of childbearing 
age (Brockington et al, 1981) and followed up by Lyon in 
1983-84. The fourth series of 20 patients was collected in 
Birmingham by Brockington in 1985-86 to study methods 
of collecting clinical data on patients with multiple episodes 
of psychosis. 


Data 


In all series, the data consisted of narrative summaries of 
hospital admissions, supplemented by interviews. In the 
Netherne series the interviews consisted of the 7th edition 
of the Present State Examination (PSE; Wing et al, 1967) 
plus a history interview and interview with a relative or 
informant, carried out at the time of the index admission, 
and a follow-up interview designed by Brockington 
(Brockington ef al, 1978). In the schizoaffective series they 


consisted of the 9th edition of the PSE (Wing et al, 1974) 
carried out at the index admission, and the same follow- 
up interview. Seventeen patients in the Netherne and 
schizoaffective series were not reinterviewed at follow-up, 
because they had died (7 = 11), emigrated (n —3) or for other 
reasons (n —3). In the Manchester series, the data consisted 
of a modified version of the PSE, plus a nurse rating 
schedule and a relatives’ interview, carried out at the index 
admission, and the same follow-up schedule. In the 
Birmingham series, there was no index admission: a 
comprehensive interview was held with the patient and an 
informant at the end of the study period, and the case 
records were subjected to a detailed analysis. For ease of 
analysis, the research files and case records of the patients 
in the schizoaffective and Manchester series were trans- 
cribed by a research worker (AR) into narrative summaries 
of about 5000 words each, preserving the statements of 
patients and observers as much as possible. 


Ratings 


The original ratings made at index admission and follow- 
up were jettisoned, and a new set of longitudinal ratings 
were made in terms of the Longitudinal Psychopathology 
Schedule. This schedule was developed in Chicago by 
Brockington, Kaufman and Meltzer and subjected to 
various reliability exercises and revisions during the 
period 1981-85. It consists of 12 ratings of onset 
and course, 25 of antecedent factors, 10 of episode 
diagnoses, 62 of symptoms and signs (of which 46 were item 
ratings, 11 severity scales and 5 measures of duration), 12 
of the overlap of symptom groups, 13 of the social state 
at the beginning and end of the study period and six of 
response to treatment. These ratings are listed in the 
appendix. 

The summaries prepared by AR, and the Netherne and 
Birmingham dossiers were studied by multiple raters 
(between two and six per patient), and consensus ratings 
obtained. The ratings were further reviewed by IFB, 
especially those which had shown low reliability in the 
reliability exercises. 
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Reliability 


Six raters were trained by rating the same 20 patients and 
receiving feed-back on their rating behaviour compared with 
other raters. Thirty patients were then selected randomly, 
10 from the Netherne series, 10 from the schizoaffective 
series and 10 from the Manchester series. All six raters 
studied the narrative summaries. The four raters working 
in Birmingham (IFB, PW, RH and MB) were paired 
randomly and instructed to resolve their disagreements, 
reaching consensus ratings. Thus the output of the reliability 
study consisted of six individual ratings and two consensus 
ratings for each of 30 patients. From the six individual ratings, 
15 pairwise concordances were calculated for each symptom; 
the mean of these pairwise concordances was calculated, 
representing the reliability of raters working alone. The 
concordance of the two consensus ratings was calculated, 
giving the reliability of a rating reached by two raters 
resolving their disagreements. The reliability of items was 
measured by Cohen’s kappa, and that of scales by Pearson’s 
r Gf normally distributed), or Spearman’s rank correlation 
coefficient (if skewed or bimodal). 


Diagnoses 

Diagnoses were made by each of the two to six raters, in 
terms of the DSM-III (American Psychiatric Association, 
1980) and ICD-9 (World Health Organization, 1978) 
systems. These were reviewed by CEA, who compiled the 
diagnoses for each patient and adjudicated any disagree- 
ments. Subsequently CEA's diagnoses of DSM-III 
‘schizoaffective disorder’ were reviewed by IFB and MB, 
independently at first, then resolving disagreements by 
discussion, and consensus diagnoses were obtained. 


Condensation of variables 


The 140 variables in the Longitudinal Psychopathology 
Schedule and course of illness were too numerous for 
multivariate analysis using only 302 subjects. They were 
therefore condensed, arbitrarily and without knowledge of 
their distribution in the criterion groups, to 30 variables 
which seemed representative of those used in the character- 
isation of psychotic illness. These variables are shown in 
Table 1 which briefly describes their derivation and shows 
their reliability and frequency distribution. 


Analysis 


Stage 1. Using the spss program (Nie ef al, 1975) dis- 
criminant function analyses were run, comparing each 
DSM-III category with the remainder of tke patients, using 
all 30 variables. Thus 79 patients with schizophrenia were 
compared with 223 patients with othe- diagnoses, 92 
patients with bipolar disorder were compared with 210 
other patients and 77 patients with major depression were 
compared with the remaining 225 patients. It was not 
considered worthwhile to process the small group of 40 
patients with *tmood-incongruent psychotic depression' in 
this way, but instead this group was added first to 
schizophrenia, then to major depression, and finally to 
bipolar disorder. The power of the discrintinations achieved 
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was expressed in terms of the difference between the means 
of the two groups and the percentage correctly classified. 

Stage 2. The group of 302 patients was randomly divided 
into two halves, each of 151 patients. Throughout tbe rest of 
this paper these two halves are referred to as the ‘test series’ 
and ‘validation series’. Using one half (the ‘test series’), 
a step-wise discriminant analysis was run, with an entry 
criterion of F=1.5 and mahalanobis’ D-squared as the 
index for selecting the variables. The variables selected by 
the step-wise procedure were then used for a direct 
discriminant function analysis, and scores were calculated 
for all 302 patients. 

Stage 3. The procedure employed in stage 2 was then 
followed using three criterion groups (a canonical variate 
analysis). Since it was uncertain how best to dispose of the 
patients with mood-incongruent psychotic depression, they 
were left out of the criterion groups altogether. Thus the 
canonical variate analysis compared schizophrenia (41 
patients in the test series) with bipolar disorder (45 patients) 
and major depression (34 patients). Only the first 14 
variables selected by the step-wise program were used in 
the direct discriminant analysis. 


Results 


There were 93 males and 209 females. The age of onset of 
psychiatric illness ranged from 14 to 79 years (median 28 
years). The study period ranged from 18 months to 48 years 
(median 9 years), with 20 patients followed for less than 
2 years and 82 for less than 5 years. The number of 
admissions ranged from 1 to 31 (median 4), 57 patients 
having only one admission. Of the 1497 episodes of illness, 
132 (9%) were judged to have too little information to make 
an episode diagnosis. 

The time taken to prepare the narrative summaries 
averaged 6 hours 15 minutes per patient. The rating process 
took about 1 hour 15 minutes per rater per patient, with 
another 20 minutes to resolve disagreements. 

The reliability of individual raters for symptoms was 0.46 
median and 0.45 mean (Cohen’s kappa). For associated 
factors, the corresponding figures were 0.39 median, and 
0.47 mean. For severity scales the figures were 0.75 median 
and 0.72 mean (Pearson’s r). The concordance between 
consensus ratings for symptoms was 0.57 median and 0.55 
mean (Cohen’s kappa). The corresponding figures for 
associated factors were 0.69 median and 0.67 mean. The 
figures for severity scales were 0.83 median and 0.78 mean. 
Thus the use of consensus ratings considerably improved 
the reliability of the rating process. 

Reliability coefficients were calculated for the 30 
summary scales employing data accumulated in the six-rater 
reliability study, using Pearson’s r for normally distributed 
scales and Spearman’s rank correlation coefficient for the 
remainder. The median reliability was 0.78 and the mean 
0.75. The reliability of each scale is shown in Table 1. The 
reliability coefficient was below 0.70 in seven of the 30 scales. 
For these scales a further study was made of the reliability 
of individual raters in 100 patients not included in 
the six-rater study, in order to see whether it had 
improved as a result of experience gained in the six-rater 
study. The results of this second analysis are also shown 
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in Table 1. It was found that it had risen to 0.70 or above 
in three scales, but remained below this level for the overlap 
of mania and verbal hallucinosis/passivity (0.65), the 
number of schizodepressive episodes (0.55), neurotic 
personality (0.52) and social stress (0.32). However, the use 
of consensus ratings and the involvement of the principal 
Investigator in checking the data will have improved the 
reliability of these items. 

In terms of ICD-9 (World Health Organization, 1978), 
82 patients had schizophrenia of various subtypes excluding 
schizoaffective, 107 schizoaffective schizophrenia, 43 manic 
depressive psychosis, 61 depression, and nine other 
diagnoses. In terms of DSM-III (American Psychiatric 
Association, 1980), 79 had schizophreniz, 40 mood- 
incongruent psychotic depression, 92 bipolar disorder, 77 
depression and 14 other diagnoses. It was decided to use 
DSM-II, in preference to ICD-9, as a provisional 
classification, because it resulted in fewer patients in 
the intermediate (schizoaffective or mood-incongruent 
psychotic depressive) category. 


Discriminant analyses 


When the six diagnostic categories were conrpared with all 
remaining patients, using the 30 summary scales, schizo- 
phrenia and bipolar disorder were the two concepts which 
allowed the best discrimination to emerge. The distance 


Number of pabents 


4 3-2 -1 O0 Í 42 43 44 45 48 


Fig. 1 Discriminant function using 11 variables and criterion 
groups: schizophrenia and all other patients. (Above line — test 
series. Below line» vahdation series.) 
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Number of pabents 


4 -8 2-1 0 1 42 48 44 45 48 47 


Fig. 2 Discriminant function using 10 variables and criterion 
groups: bipolar disorder and all other patients. (Above line = test 
series. Below line = validation series ) 


between the means of the criterion groups was 3.55 for 
bipolar disorder, 3.37 for schizophrenia, 2.79 for schizo- 
phrenia plus mood-incongruent psychotic depression, 2.44 
for depression plus mood-incongruent psychotic depression, 
2.38 for depression, and 2.17 for bipolar disorder plus 
mood-incongruent psychotic depression. It was concluded 
that it would only be worth examining schizophrenia and 
bipolar disorder in stage 2. 

The stage 2 discriminant analysis, comparing schizo- 
phrenia with all remaining agents, selected 11 variables: 
those favouring schizophrenia (with their discriminant 
weights in parentheses) were ‘carly social state’ (0.55), 
‘frequency of schizophrenic episodes’ (0.49), ‘bizarre quality 
of delusions’ (0.38), ‘overall pattern of iliness’ (0.36), 
‘change in social state’ (0.27) and ‘severity of auditory 
hallucinations and passivity phenomena’ (0.25); those 
favouring other disorders were ‘frequency of schizo- 
depressive episodes’ (0.25), ‘substance abuse’ (0.25), 
‘overlap of mania and verbal hallucinosis or passivity 
phenomena’ (0.22), ‘count of depressive ideas’ (0.22) and 
‘severity of depression’ (0.18). The distribution of scores 
in the test and validation series is shown in Fig. 1. The 
distance between the means for the criterion groups was 
2.96 and 92.7% of the patients were correctly classified. 

For bipolar disorder, the discriminant analysis selected 
only 10 variables: favouring bipolar disorder were ‘severity 
of mania’ (0.92), ‘frequency of manic episodes’ (0.38), 
‘count of depressive ideas’ (0.33), ‘severity of defect 
symptoms’ (0.26) and ‘neurotic personality’ (0.15); those 
favouring other disorders were ‘percentage of study period 
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in episode’ (0.32), ‘stress’ (0.25), ‘count of other psychotic 
symptoms’ (0.23), ‘early social state’ (0.21) and ‘puerperal 
or postoperative onset’ (0.17). It should be noted that 
almost all the discrimination depended on one variable (the 
severity of mania, whose distribution was bimodal, as 
shown in column 4 of Table 1). The distribution of scores 
is shown in Fig. 2. The difference between the means for 
the criterion groups was 4.15 and 96% of the patients were 
correctly classified. 

Thus, all indices showed that the discrimination achieved 
was better for bipolar disorder than schizophrenia. For 
bipolar disorder, the distribution of discriminant scores was 
bimodal in both populations. For schizophrenia, the 
distribution of scores was not clearly bimodal, but unimodal 
with a skew, which may or may not be the result of the 
superimposition of two unimodal distributions of unequal 
size, but does not allow a point of separation to be 
determined. The contributions of different variables to the 
discrimination were more evenly spread, and only one of 
them (the severity of verbal hallucinosis and passivity) had 
a bimodal distribution. 


Canonical variate analysis 


The variables and discriminant weights employed in the 
canonical variate analysis are shown in Table 2. There was 
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Table 2 
Varlables used in the canonical variate analysis 

Varlables Function 1 Function 2 
Early social state 0.40 0.24 
Change in social state 0.21 0.18 
Overall pattem 0.22 0.26 
Frequency of schizophrenic episodes 0.316 0.34 
Bizarre quality of delustons 0.19 0.32 
Severity of auditory hallucinosis and 

passivity 0.15 0.32 
Frequency of manic episodes -0.31 0.31 
Severity of mania -0.55 0.54 
Overlap mania and auditory hallucinosis 

passivity -0.14 -0.24 
Frequency of depressive episodes 0.02 -0.20 
Count depressive Ideas -0.34 0.01 
Severity of depression -0.23 -0.26 
Substance abuse —0.07 —0.21 
Stress 0.27 -0.03 


hardly any difference between the scores in the test and 
validation series, so Fig. 3 shows the distribution of scores 
in all 302 patients. Studying this distribution, the following 
conclusions can be drawn: 





Fig. 3 Canonical variate analysis using 14 vanables as shown in Table 4 (test series $, validation series e) and cnterion groups 
schizophrenia, bipolar disorder and depression. The mean for bipolar criterion group Ís — 2.30, +0.93; the mean for the schizophrenia 
criterion group is +2.50, +0.96; the mean for the depression criterion group 1s +0.70, — 2.00. 
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(a) There is a scarcity of patients around the centre. The 
mean distance from the midpoint was 2.48 with a 
standard deviation of 0.99. Only 20 patients are 
within one standard deviation of zero, and only 7 
of these are in the validation series. The failure of 
patients from the validation series to cluster around 
the mid-point argues against the concept of an 
Einheitpsychose. 

(b) There is no liaison between patients in the schizo- 
phrenia and bipolar criterion groups, which appear 
widely separated. 

(c) There is some liaison between both these criterion 
groups and depression, but this is much stronger for 
schizophrenia than for bipolar disorcer. 

(d) A zone of rarity can be identified between bipolar 
disorder and the rest. If scores are plotted on an axis 
drawn between the mean score for the bipolar group 
and the mid-point using the same meiric as for the 
abscissa, there are only two patients with scores 
between —0.5 and — 1.5 (arrowed in Fig. 3). 

(e) No such clear zone of rarity can be identified between 
schizophrenia and depression, although there may 
be a relative area of rarity about half way along the 
continuum. 


Figure 3 can be interepreted as showing two main clusters: 
(a) a roughly circular cluster around the mean for bipolar 
disorder, whose dimensions express the severity of mania 
and the severity of schizoaffective phenomena; (b) an 
elliptical cluster which represents a 'schizodepressive 
continuum'. 

If the distribution of scores along the axis of the 
schizodepressive continuum is examined (by rotating Fig. 
3 clockwise through 45°), about one-third of the bipolar 
group have scores lying in the midzone between schizo- 
phrenia and affective disorder, i.e. bipolar patients 
partly account for the large number of patients with scores 
intermediate between schizophrenia and the rest shown 
in Fig. 1. For this reason, and because the bipolar group 
was separated by an area of rarity, it was decided to re- 
examine the schizodepressive continuum after excluding 93 
bipolar patients. 


Effect of excluding the bipolar group 


The axis of scores in the remaining patients was determined 
by a principal component analysis, and a discriminant 
analysis was carried out using depression and schizophrenia 
as criterion groups, and the scores in the canonical variate 
analysis as variables. The distribution of patients along this 
axis is shown in Table 3. In both populations there is a 
suggestion of bimodality with the trough az a score between 
zero and +0.5. It was decided to examine the 44 patients 
with scores within 0.5 units of this trough (*the intermediate 
group’ occupying ‘the mid-zone’ ), to see whether there were 
any special factors associated with scores in this mid-zone. 

We first considered whether there was any evidence that 
patients in the mid-zone have less data, since it seemed 
possible that a failure to find a sharp distinction between 
depression and schizophrenia was due ta the inclusion of 
patients who had not been adequately studied. We had 
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various indices of inadequate data - the length of the study 
period, the number of episodes, the number in which it was 
not possible to make an episode diagnosis, and the number 
who did not have a follow-up interview. We found no excess 
of patients with a study period less than 2 years, and no 
excess of episodes with too little information. The study 
period was somewhat briefer in the intermediate group, but 
not significantly so (mean 9.5 years v. 12.4 years, P=0.15). 
The mean number of episodes was slightly less (3.7 v. 
4.2/patient, P=0.60). There was a significant excess of 
patients who did not have a follow-up interview (8/17 in 
the intermediate group, P 0.013). We can conclude that 
lack of data may have contributed to blurring the distinction 
between schizophrenia and depression. 

We next considered whether patients in the mid-zone had 
subcultural factors or language problems which obscured 
the recognition of psychopathology. Misunderstanding of 
psychotic phenomena may have been a factor in patients 
who were born abroad or came from an ethnic minority, 
and in patients who were considered to have a low 
intelligence. These were, however, evenly distributed among 
the groups. 

We then considered whether the patients in the mid-zone 
were suffering from a ‘third psychosis’. Under this heading, 
we considered drug-induced psychosis, cycloid psychosis, 
factitious psychosis and reactive paranoid psychosis. There 
was no evidence that alcoholic patients or polydrug abusers 
were concentrated in the intermediate group. We had 
diagnoses of cycloid psychosis in 43 patients made by Perris 
in the Netherne and schizoaffective series and by Brockington 
in the Manchester and Birmingham series. Half of these 
patients fell in the bipolar group, and the rest were evenly 
distributed. Seven of the patients were considered by the 
staff possibly to have a factitious or pseudopsychosis; two 
were in the intermediate group. Eleven patients were 


Table 3 
Distnbution of patients on echrzodepressive continuum after 
removal of bipolar group 





Range of scores Numbersin Numbers in Numbers in 
test series validation combined 
series serios 
-3.0 to -3.5 2 - 2 
-2.5 to -3.0 3 2 5 
-2.0 to - 2.5 4 10 14 
—1.5 to -2.0 6 14 20 
-1.0 to - 1.6 15 9 24 
-0.5 to - 1.0 9 10 19 
zero to —0.6 12 10 22 
zero to +0.6 6 3 9 
*0.5 to 41,0 7 8 13 
+1.0 to 4 1.6 11 8 19 
+1.5 to +2.0 9 6 16 
+2.0 to 42.5 7 7 14 
* 2.5 to +3.0 8 8 16 
3.0 to 3.5 2 2 4 
+3.5 to 4.0 1 3 4 
*40 to 44.5 3 2 b 
+4,5 to 5.0 2 1 3 
+6.0 to 45.5 - 1 1 
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thought to have a paranoid (delusional) psychosis related 
to personality or stress, all these diagnoses being made by 
Brockington; six of these patients were in the midzone, 
which is a significant excess (P=0.01). 

Finally, we considered whether the inclusion of excessive 
numbers of schizodepressive patients had affected the 
distribution. The schizoaffective series contributed 94 
patients to the 302 used in the study (3199), of whom 68 
were suffering from schizoaffective depression at index 
admission; 25/44 (57%) patients in the intermediate group 
came from the schizoaffective series, a considerable excess. 


Discussion 


Limitations of the study 


Empirical studies of classification are few. It is 
thought that clinical nosologies will soon be replaced 
by classifications more soundly based on aetiology. 
Nevertheless, biological studies have to employ 
provisional clinical groupings and it is not acceptable 
that these should be based on the intuitions of 
clinicians who worked long ago, or on ex cathedra 
pronouncements by expert committees. There is a 
need to pursue empirical research into clinical 
nosology to the limit of its resolution, using a method 
which is as objective as possible. 

The limitations of clinical methods are consider- 
able, and include especially the difficulty of taking 
variations in treatment into account, and the poor 
quality of the data for many episodes of illness. 
There is also much error in converting descriptive 
accounts of psychopathology into numerical ratings. 
This error is greater when the data come from many 
episodes and many sources of variable quality than 
it is for a single high-quality source dealing only with 
a recent episode. We have tackled the problem of 
the low reliability of ‘lifetime’ data by the use 
of multiple raters, and by aggregating items into 
summary scales. By these means the rating error was 
reduced to acceptable levels for most scales, but it 
remained unacceptable for a few. In particular, we 
were unable to achieve adequate reliability for the 
rating of pre-morbid neurotic traits and the association 
of the onset of episodes with psychosocial stress, and 
(as wil be seen) this may have affected thc 
conclusions of the study. 

The data for a nosological analysis of this kind 
should ideally consist of a complete series of episodes, 
documented by research observations, starting with 
the first episode, and continued prospectively for a 
number of years, i.e. a follow-through study. Such 
data would enable the pre-psychotic state to be well 
determined, and would give equal weight to each 
episode. Unfortunately, such data were not available 
to us, and probably do not exist. 
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The patients used for nosological analyses should 
also come from population-based samples, otherwise 
important distortions will be introduced by the 
selection process. The present study was based on 
four different series of patients, none of which was 
population-based, and the composition of patients 
is likely to have affected the findings; in particular, 
an excessive number of schizoaffective patients were 
included. 


Bipolar illness as a distinct entity 


The category of bipolar illness, as defined by DSM- 
IL, identified a group which was clearly distinct from 
the rest of psychotic illness. Although this result is 
not unexpected, it has not been demonstrated before 
by a statistical analysis of objective ratings, and it 
has not been appreciated that bipolar disorder is a 
more distinct entity than schizophrenia. Although 
this result could help to clarify the taxonomy of the 
psychoses, there are reasons for dissatisfaction with 
the group of bipolar disorders which emerges from 
the discrimination. The DSM-III definition depends 
mainly on the occurrence of typical manic episodes, 
and this is too narrow a definition of manic- 
depressive psychosis. The 93 patients who fell within 
the bipolar cluster shown in Fig. 3 included only 25 
of the 41 patients who had an onset of psychosis 
within two weeks of childbirth, which is now thought 
to be a marker for manic depression (Brockington 
et al, 1982). 

A definition of bipolar disorder purely in terms 
of manic symptoms is unsatisfactory because it is 
known that some patients with the manic-depressive 
diathesis never have typical manic episodes. This was 
most clearly shown by the Danish twin study 
(Bertelsen et al, 1977), which demonstrated that 
patients with recurrent depression or atypical 
psychoses had the manic-depressive heredity and 
presumably the bipolar diathesis. It is possible that 
further analyses of our data will show that alternative 
definitions of bipolar disorder will show an equally 
satisfactory discrimination from schizophrenia and 
depression. 


Schizophrenia as a distinct entity 


Our results have again shown that a clear bimodal 
distribution is not achieved when the criterion group 
consists of patients with the label ‘schizophrenia’. 
The second mode is poorly defined, and there is an 
excess of intermediate cases. This is the same as the 
result we obtained in 1979 (Brockington et al, 1979). 
The only other authors who have tackled this problem 
by a discriminant analysis and using longitudinal 
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data are Cloninger et al (1985). Their data consisted 
of interviews conducted at an index admission and 
follow-up, without using the medical records, and 
only one rater was used. The 24 ratings employed 
included only one concerned with the ccurse of the 
illness (the number of admissions to hcspital) and 
none concerned with defect symptoms. which are 
thought by some to define schizophrenia. Manic 
symptoms were identified only by the occurrence of 
spending sprees associated with elatian, and de- 
pressive phenomena only by the number of depressive 
symptoms. By restricting the analysis to seven 
variables, they claim to have shown an ‘area of 
rarity' between schizophrenia and the rest; however, 
Table 7 of their paper shows that patients with a score 
of +1 (n= 160) outnumber those with a higher score 
(n=95). We conclude that their findirgs were the 
same as ours- a discriminant function involving 
schizophrenia as a criterion group produzes a skewed 
unimodal distribution, not a bimodal distribution. 

The use of canonical variate analysis with three 
groups clarifies the situation considerably. It shows 
that the bipolar group partly accounts fcr the skewed 
unimodal distribution, and the excessive numbers of 
patients with intermediate scores. When this group 
is removed, there is a suggestion of bimodality in 
the remaining patients on the 'schizodepressive 
continuum’. We examined a group of 24 patients in 
the midzone of this continuum to see whether the 
failure to find a clear distinction was due to 
inadequacies of the data or the presence of another 
discrete nosological group. 

The findings of this analysis confirmed that 
inadequacies of the data may have contributed to a 
blurring of this distinction. Including excessive 
numbers of schizoaffective patients had a different 
effect for schizoaffective mania and schizoaffective 
depression. There were 27 patients who met RDC 
for schizoaffective mania; this is almost 10% of the 
series, but it did not result in a ‘schizomanic 
continuum’; most of the patients with schizoaffective 
mania clustered with bipolar illness. However, it is 
well known that the nosological problems posed by 
schizoaffective mania are very different from those 
posed by schizoaffective depression (Brockington & 
Meltzer, 1983). Patients with schizoaffective de- 
pression were greatly in excess of those to be expected 
in a representative series of psychoses. There were 
77 (27%) meeting RDC for schizoaffective psychosis 
depressed type and this compared with 12/119 (10%) 
in the Camberwell first-admission study (Brockington 
& Leff, 1979). These patients are fairly evenly 
distributed over the ‘map’ of canonica! variate scores 
shown in Fig. 3, confirming the diverse outcome of 
these patients (Brockington ef al, 1980), but it is still 
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true that they make up a higher proportion in the 
midzone of the schizodepressive continuum. 

We found some evidence that stress-related 
paranoid disorders were also concentrated in the 
midzone, but, unfortunately, our data were not 
satisfactory for making this diagnosis. We had 
difficulty in achieving reliability in the rating of stress 
and personality which is important in this group. The 
study of this diagnostic concept requires a prospective 
collection of patients in which care is taken over 
judgements of the temporal and psychological 
relationship of symptoms to personality and social 
context, i.e. it requires a method similar to that of 
Brown & Harris (1978) in their analysis of life events 
and depression. This group is numerically small 
(Hays, 1978), but there is collateral evidence that the 
aetiology is different from that of schizophrenia 
(Kendler & Hays, 1981), and it is possible that their 
inclusion as a fourth criterion group (with appropriate 
data and ratings) would result in their emergence as 
a distinct group on another axis in hyperspace, 
allowing a clearer discrimination between schizo- 
phrenia and depression to be made. 


Appendix 


Ratings in the Longitudinal Psychopathology Schedule 


Ratings of onset and course 

Age at onset of psychiatric symptoms 
of psychotic symptoms 
of manic symptoms 
of depressive symptoms 

Duration of study period 

Number of admissions 

Time spent in mental hospital 

Number of episodes 

Duration of episodes 

Number of episodes with acute onset 

Number with insidious onset 

Overall pattern (5-point scale) 


Ratings of antecedent factors (all 3-point scales) 
Anankastic personality 

Hysterical personality 

Antisocial personality 

Highly anxious personality 
Cyclothymia 

Pre-menstrual tension 

Other personality disorder 

Alcohol! abuse 

Cannabis abuse 

Hallucinogenic drug abuse 

Abuse of amphetamines or cocaine 
Oplate abuse 

Abuse of barbiturates or sedatives 
Intellectual handicap 

Epilepsy 
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Other medical illness related to onset of 


S niger 
Childbirth psychiatric illness 
Family history of phrenia 


Family history of affective illness 
Friction or discord 

Social isolation 

Poverty or hardship 

Loss of important relationship 
Other threatening events 


Ratings of episode diagnoses (all 5-point scales i.e. no 
episodes, 1, 2, 3 and 4 or more episodes) 

Paranoid hallucinatory psychoses 

Non-paranoid schizophrenia 

Mania 


Depression 

Schizoaffective depression 

Unspecified psychosis 

Unexplained violence 

Other diagnoses 

Insufficient information to make an episode diagnosis 


Ratings of auditory hallucinations and passivity phenomena 

(Unless otherwise stated, all psychopathology item ratings 

are 3-point scales, and all severity and duration ratings are 

5-point scales) 

Auditory hallucinations with depressive content 

Third-person auditory hallucinations 

Other auditory hallucinations 

Passivity phenomena 

Explanatory ideas associated with verbal hallucinosis 

Ideas of influence and possession 

Peak frequency of auditory hallucinations or passivity 
experiences 

Duration of auditory hallucinations or passivity phenomena 

Ratings of morbid ideas 

Self-depreciation or guilt 

Hypochondriacal ideas 

Grandiose ideas 

Ideas of reference and misinterpretation 

Ideas of persecution 

Ideas of catastrophe 

Morbid jealousy 

Nihilistic ideas 

Olfactory reference syndrome 

Morbid ideas related to pregnancy 

Erotomanic ideas 

Dysmorphophobia 

Ideas or delusions of metamorphosis 

Bizarre actions suggesting unexpressed morbid ideas 

The number of different delusions (count) 

Bizarre quality of delusional ideas 

Conviction 

Systematisation 

Duration of morbid ideas 


Other psychotic symptoms 
Hallucinations of taste or smell 
Tactile or somatic hallucinations 
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Visual hallucinations 
Thought disorder 
Confusion or perplexity 
Depersonalisation 
Violence 
Self-mutilation 
Catatonia 


Ratings of defect state 
Incongruous or blunted affect 
Apathy or loss of volition 
Autism 

Severity of defect symptoms 
Duration of defect symptoms 


Manic symptoms 


Loss of social reserve 

Loss of goal (distractibility, flight of ideas) 
Peak severity of mania 

Duration of mania (in weeks) 


Depresstve and neurotic symptoms 
Anorexia 

Early morning wakening 

Inactivity or retardation 

Mutism 

Self-neglect 

Severe anxiety or agitation 

Phobias 

Obsessions 

Conversion symptoms 

Number of suicide attempts 

Medical severity of suicide attempts 
Peak severity of depressive affect 
Duration of depression (weeks) i 
Peak severity of biological symptoms 


Overlap of symptom groups (5-point scales) 

Delusions alone 

Delusions with verbal hallucinosis or passivity experiences 

Verbal hallucinosis or passivity experiences alone 

Mania and delusions 

Mania and verbal hallucinosis or passivity experiences 

Mania alone 

Depression and delusions 

Depression and verbal hallucinosis or passivity experiences 

Mixed affective states 

Depression alone 

Tnple association of mania, delusions and verbal 
hallucinosis etc. 

Triple association of depression, delusions and verbal 
hallucinosis 


Ratings of social functioning (all 3-point scales unless 

otherwise stated) 

Unstable pattern of employment at any time 

Long unemployment at any time 

Deficit in work performance at any time 

Overall work rating before onset of first episode (5-point 
scale) 

Overall work rating during last year of study period (5- 
point scale) 
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Marital status before onset 

Marital status during last year 

Domicile before onset 

Domicile during last year 

Overall rating of social involvement before onset (5-point 
scale) 

Overall rating of social involvement during last vear (5-point 
scale) 

Independence before onset 

Independence during last year 


Response to treatment 
Antidepressant agents 
Neuroleptic agents 

Lithium 

Electroconvulsive therapy 

Social or psychological treatments 
Other treatments. 
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Negative Symptoms in Chronic Schizophrenia 
Relationship to Duration of IlIness 


NOREEN RING, DIGBY TANTAM, LINDA MONTAGUE and JULIE MORRIS 


The frequency and distribution of negative symptoms In a sample of 4O patients admrtted 
to hospital with RDC-definite schizophrenia were examined. There was a highly significant 
positive correlation between negative symptom scores obtained using three different rating 
scales, but tho presence of negative symptoms was not significantly related to duration of 
illness or number of episodes of illness. These findings do not support a model of negative 
symptoms being the consequence of schizophrenic relapse, but are In favour of their being 
an integral component of the schizophrenic syndrome, as salient in the first as in later episodes. 


The ‘negative’ or ‘deficit’? symptoms of schizophrenia 
have received increasing research attention in recent 
years, but their relationship to the other symptoms of 
schizophrenia remains uncertain. Pfohl & Winokur 
(1982) conclude a chart review by stating that 
negative symptoms have a later onset and greater 
prevalence over time; Wing (1976) and Crow (1980) 
both consider that negative symptoms are character- 
istic of chronic schizophrenia, and both DSM-III-R 
(American Psychiatric Association, 1987) and ICD-10 
(World Health Organization, unpublished), itemise 
negative symptoms as particularly characteristic of 
‘residual’ schizophrenia. These selected comments 
support a ‘deterioration’ hypothesis of negative 
symptoms: that the march of the schizophrenic 
process results in a progressive deterioration, perhaps 
associated with neuronal damage (Crow, 1980). 
A closer review of the references already cited, 
however, indicates that negative symptoms are also 
recognised to be fluctuating (Wing & Brown, 1970; 
ICD-10) and, even more significantly, to occur at 
or even precede the first episode (Wing, 1976). These 
observations are more consistent with a two-syndrome 
explanation as put forward by Crow (1980), that 
negative symptoms demarcate a distinct subtype of 
schizophrenia which is particularly likely to pursue 
a chronic course and therefore to be over-represented 
in chronically institutionalised populations, such as 
those surveyed by Pfohl & Winokur (1982) and 
Owens & Johnstone (1980), because of selective 
discharge and because of the social poverty of some 
institutional environments (Wing & Brown, 1970). 
Johnstone et al (1987) examined patients with 
schizophrenia on two occasions four years apart and 
found that there had been no increase of negative 
symptoms, but their study used a very brief assessment 
of negative symptoms and only concerned chronically 
ill long-term hospital residents. It could be argued 
that these patients had reached a plateau in their 


level of impairment. Kay & Singh (1989) also 
reported a lack of association between negative 
symptoms and duration of illness, but they used a 
highly selected research population. We have therefore 
assessed negative symptoms in three samples of 
consecutive patients to be admitted to a psychiatric 
unit with definite schizophrenia according to Research 
Diagnostic Criteria (RDC; Spitzer ef al, 1978) to see 
whether or not negative symptoms increase with 
length of illness or number of relapses, as predicted 
by the deterioration model. 


Method 


Assessment of negative symptoms 


Several measures of negative symptoms are now available, 
and three were used in this study. 

Scale for the Assessment of Negative Symptoms (SANS) 
measures negative symptoms under five global headings 
(affective flattening, alogia, avolition-apathy, anhedonia- 
asociality, and attentional impairment). These global 
symptoms were empirically chosen. Emphasis is placed on 
using observable behavioural components to rate symptoms 
(Andreasen, 1982). The Negative Symptoms Rating Scale 
(NSRS) was developed using the SANS as a starting point. 
It is a ten-item scale with four subscales (thought processes 
for speech and judgement/decision-making; cognition for 
memory, attention and orientation; volition for grooming, 
motivation and motion; and affect-relatedness for emotional 
response and expressive relatedness) (lager et al, 1985). 

The Positive and Negative Syndrome Scale (PANSS) for 
schizophrenia is a 30-item scale which was derived from 
two other scales: the Brief Psychiatric Rating Scale (Overall 
& Gorham, 1962) and the Psychopathology Rating Scale 
(Singh & Kay, 1975). Seven items constitute a positive scale, 
seven a negative scale and 16 a general psychopathology scale. 
The items chosen to measure negative symptoms (blunted 
affect, emotional withdrawal, poor rapport, passive- 
apathetic, social withdrawal, difficulty in conversation, and 
stereotyped thinking) are based on the construct of negative 
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symptoms reflecting deficit features characterised by loss 
of function. The symptoms were chosen to represent 
different spheres of functioning, and emphasis was placed 
on symptoms regarded as primary rather than derivative 
(Kay et al, 1987). 

Previous studies have demonstrated the reliability and 
validity of these rating scales (Andreasen, 1982; Andreasen 
& Olsen, 1982; lager et al, 1985; Kay et al, 1987). We rated 
subjects on all three scales and compared the results using 
a correlation analysis. 


Design 


Subjects were selected by screening of admissions to the 
in-patient psychiatric unit at Withington Hospital, South 
Manchester, to identify those aged 16-50 years whose symp- 
toms fulfilled Research Diagnostic Criteria for schizophrenia 
during at least one previous episode. Patients with a question- 
able diagnosis, a history of organic brain disease or a history 
of psychosis only during pregnancy or the puerperium were 
excluded. Patients were also excluded if they were acutely 
intaxicated with drugs or alcohol during the index admission. 
Subjects with an onset of illness within two years of the 
admission were included in a larger first-episode study 
(Montague et al, 1989) and were assessed in greater detail. 

Subjects who fulfilled the inclusion criteria and who 
agreed to take part in the study were interviewed by a 
research psychiatrist (NR or LM) a few days after admission 
to hospital. The study was begun by LM, who collected 
the first sample of 16 consecutive admissions. It was 
continued by NR, who interviewed 14 patients admitted 
consecutively. Some weeks later a third sample of 10 
consecutive admissions was also collected by NR, bringing 
the number of patlents in the study to 40. 

Age, sex, duration of illness, number of separate acute 
episodes of psychosis suffered, and neuroleptic medication 
received during the 72-hour period before assessment were 
recorded. The duration of illness was measured by using 
the case notes to identify the onset of the first positive 
symptoms of psychosis experienced by the patient. Mental 
state was assessed using the Krawiecka, Goldberg & 
Vaughan (KGV) scale (1977), a standardised rating scale 
for the assessment of chronic psychotic patients. Negative 
symptoms were assessed using the SANS, the NSRS and 
the PANSS. We excluded the inappropriate-affect rating 
from the SANS as this symptom is not universally regarded 
as negative (Owens & Johnstone, 1980). We used the SANS 
summary score as our chief measure of negative symptoms. 
This is derived by adding the scores of the five global 
ratings of affective flattening, alogia, avolition-apathy, 
anhedonia-asociality and attentional impairment. It is 
regarded as a sensitive index of negative symptoms 
(Andreasen, 1982). 


Results 


Test-retest reliability of SANS ratings was assessed by 
repeating ratings for 20 subjects weekly for four consecutive 
weeks: a Kendall coefficient of concordance, W, of 0.95 
was obtained. 
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To assess inter-rater reliability, videotapes of interviews 
with ten patients with chronic schizophrenia were indepen- 
dently rated by the two research psychiatrists (NR and LM) 
who performed the assessments. The subscales of avolition- 
apathy and anhedonia-asociality required information from 
carers and relatives and could not be accurately rated using 
a videotaped interview; the subscale of the attentional 
impairment also required direct testing which was not 
available to us on the videotapes we used. We therefore 
confined this reliability study to the subscales of affective 
flattening and alogia, having found that all of the SANS 
subscales were highly correlated with each other (see 
Table 1). We obtained weighted kappa (x) values of 0.6 
for affective flattening and 0.6 for alogia. Percentage 
agreement to within one point was 80% for affective 
flattening and 88% for alogia. 

There was a highly significant positive correlation 
between the summary SANS score and the other measures 
of negative symptoms - namely the NSRS total score and 
the PANSS negative score (Table 2). The summary SANS 
score was also significantly but more weakly correlated with 
the measures of general psychopathology we used - the 
KGV total score and the PANSS general psychopathology 
score. These measures were also significantly correlated with 
the PANSS positive score, although this was not significantly 
related to any of the measures of purely negative symptoms. 

A sample of 40 eligible subjects was studied. The sample 
consisted of 31 men and nine women, with ages from 23 to 
49 years (mean 34 years). Durations of illness were 2-27 
years (median 9 years). Nine subjects had never been totally 
free of psychotic symptoms; for the remainder, numbers 
of episodes experienced ranged from two to 16 (median 5). 
All patients were receiving psychotropic medication when 
surveyed. Only three subjects were completely free of 
negative symptoms. 

The summary SANS score was not significantly correlated 
with the duration of illness (Fig. 1), the number of episodes 
suffered (Fig. 2) or the amount of psychotropic medication 
received before assessment (Table 3). (The figures include 
data from the first-episode study (Montague ef al, 1989), 
in which the same assessments were used but applied to a 
larger group of raters and to a larger consecutive series of 
patients in their first admission to a psychiatric hospital.) 
There was a positive correlation with age which just escaped 
significance (Table 3). Men had a higher mean summary 
SANS score (10.5, s.d. — 5.5) than women (6.5, s.d. — 4.9): 
this also just escaped significance (f— 1.92, 38 d.f., 
P- 0.06). 


Discussion 


This study and a previous one (Montague ef al, 1989) 
have demonstrated that negative symptoms occur 
throughout the course of chronic schizophrenia, 
including the first episode, and that they are not 
related to duration of illness or number of relapses 
experienced. This supports the findings of Kay & 
Singh (1989), Johnstone ef al (1987) and Mathai 
& Gopinath (1986). Our study, like that of Mathai 
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Table 1 
Correlation matrix for SANS subscales: Spearman correlation coefficients 
Affective Alogia Avolition - Anhedonia- Attentional 
flattening apathy asociality impairment 
Affective flattening - 0.40* 0.38* 0.64** 0,52** 
Alogia 0.40* - 0.47** 0.56** 0.44** 
Avolition-apathy 0.38* 0.47** - 0.60** 0.43** 
Anhedonia-ssociality 0.64** 0.56** 0.60** - 0.54** 
Attentional impairment 0.52** 0.44** 0.43** 0.64** - 
*P« 0.05, **P<0.01, 
Table 2 
Correlation matrix for negative, positive and general psychopathology scores: Spearman correlation coefficients 
NSRS PANSS PANSS PANSS KGV 
total score negative score positive score general-psychopathology total score 
score 
SANS summary score 0.82** 0.87** 0.27 0.62** 0.86** 
NSRS total score - 0.85** 0.28 0.85** 0.61** 
PANSS negative score 0.85** - 0.24 - 0.66** 
PANSS positive score 0.29 0.24 - - 0.54** 
PANSS general-psychopathology 
score 0.65** - - - 069** 
KGV total score 0.61** 0.66** 0.54** 0.69** - 
**P« 0.01. 


& Gopinath (1986), was a cross-sectional, not a longi- 
tudinal assessment. We were therefore comparing 
different patients at different stages of their illness. 
However, it had the advantage that we assessed a 
representative group of patients from a catchment 
area. The longitudinal studies of Kay & Singh (1989) 
and Johnstone ef al (1987) used highly selected 
populations: in the former, a drug-free research 
population, and in the latter, institutionalised patients. 


12 





15 »15 


Duration of iliness: years 


Fug.1 Relationship of summary SANS scores to duration of illness 
( Bl mean summary SANS score in acute schizophrenia (duration 
<two years) (Montague et al, 1989)). 


5 10 


It is well recognised that the loss of function 
characteristic of negative symptoms is difficult to 
measure reliably (Sommers, 1985). Our inter-rater 
reliability figures were not as high as we would like 
to have achieved but they are comparable with those 
of other researchers in this area (Thiemann ef al, 1987; 
Moscarelli et al, 1987). We found a highly significant 
positive correlation between scores obtained using 
three different negative-symptom rating scales, while 
there was no significant relationship between the 
positive-symptom score and any of the measures of 





Fig. 2 Relationship of summary SANS scores to number of 
episodes of ulness ( Mi mean summary SANS score in acute 
schizophrenia (Montague ef al, 1989)). 
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Table 3 
Correlation of summary SANS score wrth age, duration 
of illness, and medication received 





Vanabla Pearson correlation coefficient P 

Age 0.28 0.08 
Log! of duration of illness —0.09 0.58 
Log! of number of episodes 0.12 0.52 
Log’ of madication received -0.01 0.93 


in 72 hours before 
assessment 


1 Log transformations were used to ‘normalise’ vanables with 
highly skewed distribubons. 


negative symptoms. Similar findings nave been 
reported in several previous studies ‘Owens & 
Johnstone, 1980; Andreasen & Olsen, 1982; Lewine 
et al, 1983; Pogue-Geile & Harrow, 1985; Kay et al, 
1986; Mortimer ef al, 1990), supporting the construct 
of negative symptoms and the positive/negative 
distinction in schizophrenia, at least 03 a cross- 
sectional basis. 

Our sample of consecutive admissions to hospital 
with chronic schizophrenia consisted of 31 men and 
nine women. The excess of men in the study may 
be partly explained by the evidence that men with 
schizophrenia tend to have a poorer prognosis than 
women and are more likely to be readmitted to 
hospital (Salokangas, 1983; Watt eft al, 1983; 
Goldstein, 1988). There is also evidence that when 
modern research diagnostic criteria are used, men are 
found to have higher inception rates for schizophrenia 
than women. In another paper (Ring ef al, in 
preparation) we report on previous studies of 
first-episode schizophrenia which have shown a 
preponderance of men. 

The small number of women in our study makes 
it difficult to evaluate our finding that negative 
symptoms were more severe in men than in women. 
However, we have found an almost identical gender 
difference in negative symptoms in our study of 
first inceptions of schizophrenia (Ring ef al, in 
preparation). 

Although the study is a small one, there was no 
evidence even of a trend for negative symptoms to 
increase with duration of illness which could have 
become significant had the study been larger. Also, 
the assessments were carried out during an acute 
episode of illness; however, reassessment of 20 
patients over a month showed no change in negative 
symptoms, despite active treatment of their psychosis. 

Our findings do not preclude individual cases in 
which there is progressive exacerbation of negative 
symptoms, but suggest that this is balanced by cases 
in which there is improvement. 
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We conclude that negative symptoms do not 
accumulate during the course of schizophrenia, at 
least when patients are being actively treated and 
when there is emphasis on community care. Relapses 
of acute schizophrenia do not leave ‘scarring’ in the 
form of deficit symptoms. 
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Douglas House 


Seven Years’ Experience of a Community Hostel Ward 


F. J. CREIGHTON, C. E. HYDE and B. FARRAGHER 


Of 24 residents of a ten-bed, community-based hostel ward suffering chronic psychiatric Illness, 
nine have been resettled in the community, with four more expected to follow them. Five 
residents have made Douglas House their home but another six have manifested behavioural 
disturbance necessitating return to hospital wards. We found community discharge to be 
associated with illnesses having good prognostic features, while organic illness milltated against 
such placement. indicators of a pnor history of behavioural disturbance seem to predict 
difficulties In managing a patient In this environment. 


Douglas House is a self-contained hostel ward for 
chronic psychiatric patients, which was opened in 
1982. The philosophy and day-to-day working of 
Douglas House are described in detail elsewhere 
(Goldberg ef al, 1985) as is its evaluation in controlled 
cost-benefits trials (Hyde et al, 1987) and in terms 
of quality of life (Simpson et al, 1989). In brief, 
Douglas House was set up as a respanse to the 
gradual accumulation of long-stay psychiatric patients 
in a university department of psychiatry which does 
not have access to long-stay beds. The department, 
based in a district general hospital (DGH), serves a 
catchment area of 187 000 people, in addition to 
having substantial regional commitments, with 141 
general adult psychiatric beds (including a mother- 
and-baby unit). By 1982, ten in-patients suffering 
from chronic psychiatric illnesses had required 
continuous nursing attention for more than one year 
and a further ten had been in-patients for 6-12 
months. Douglas House was established to accommo- 
date up to ten patients drawn from this continuously 
accumulating long-stay population in a suburban 
Victorian villa situated about a mile from the parent 
hospital. The purpose of the unit was to provide care 
and, if possible, resettlement training, to residents in 
a more domestic environment than was available 
in the hospital. 

During the seven years under review the admini- 
strative arrangements and manner of working 
remained constant. Douglas House is officially a 
ward of the hospital and, like a hospital ward, it is 
run by nurses with the support of medical and 
psychological staff. The full nursing complement 
should allow for two or three nurses to be on duty 
each day shift and one through the night, although 
staffing has often been below this ideal. Behavioural 
nursing techniques are used to enable staff and 
residents to run the hostel as an independent unit 


from the domestic point of view. As far as is possible 
residents are engaged in all the hostel routines of 
buying and cooking food, doing the laundry, 
cleaning and minor maintenance, as well as being 
responsible for their self-care. Residents have 
individual programmes, commensurate with their 
ability, whereby they are rewarded for their 
achievements on a points system through which 
money is earned. The atmosphere is informal, 
residents are encouraged to think of Douglas House 
as their home, and staff accept that ‘progress’ may 
be non-existent or very slow in some instances. 

This investigation aimed to review the progress of 
hostel residents during these seven years and was 
undertaken as part of a wider scrutiny of the district’s 
rehabilitation services. In addition, we looked at the 
present living circumstances of all those admitted to 
Douglas House and tried to relate them to data 
collected at the time of transfer. We hoped to arrive 
at measures which might prospectively identify those 
patients who were most suitable for a community- 
based hostel ward. 


Method 


All 24 residents who had been admitted to Douglas House 
since its opening in 1982 were followed up. Basic 
demographic data, diagnosis, and duration of Illness were 
recorded on admission. At that time positive, negative, 
and affective symptoms had been assessed using the 
Krawiecka, Goldberg and Vaughan scale (KGV; Krawiecka 
et al, 1977) and the patients' behaviour assessed by 
the Social Behaviour Schedule (SBS; Wykes & Sturt, 
1986). From this schedule, mild (BSM) and severe (BSS) 
problem behaviour scores can be derived. Duration of 
stay in Douglas House, circumstances of re-admission 
and psychiatric career subsequent to hostel stay were 
documented. Living circumstances and support networks 
were recorded as at 1 February 1990. Numerical 
data were analysed using Student's f-test adjusted for 
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Table 1 
Admissions to Douglas House, 1982-90 








No. No. of No. of Mean (s.d.) Mean (e.d.) Mean (s.d.) Mean (s.d.) No. with No. with No. with 
men women age at frst total months age admitted duration of schizo- manc- — sympto- 
admission: in hospital to Douglas stay: months phrenia depression matic 
years House: years psychosis 
All admissions 24 14 10 248 (8.6) 59.3 (57.8) 36.8 (12.8) 30.3 (27.2) 20 2 2 
Community 
discharges 9 8 3 20.9* (4.6) 30.3* (30.3) 30.1 (10.9) 29.8 (22.9) 8 0 0 
Hospital discharges — 6 2 4 30.1 (13.8) 96.2 (59.8) 42.3(13.3) 11.5 (8.3) 5 0 1 
Residents 9 8 3 25.1 £16.0) 63.8 (86.9) 39.8(12.5) 43.3(33.1] . 6 2 1 
*P<0.05. 


unequal variances where appropriate with index groups 
compared with the other groups combined. 


Results 


Some of the salient characteristics of the residents are 
outlined in Table 1. As can be seen, on average, they had 
spent nearly a third of their adult lives in hospital before 
coming to Douglas House. The majority (83%) suffer from 
chronic schizophrenia. At present there are nine residents, 
of whom five are expected to stay at Douglas House 
indefinitely while four are considered likely to move into 
the community in the future. Ex-residents may be conveniently 
divided into those who left to live in more independent 
accommodation and those returned to the more traditionally 
run wards of the main hospital. The characteristics of these 
three groups are also summarised in Table 1 and 
their mean scores at admission on KGV and SBS in 
Table 2. 


Community discharge group 


Nine residents have been discharged to more independent 
circumstances in the community with follow-up periods of 
2-64 months (mean 27.5). Overall these patients were 
significantly younger at initial diagnosis and on admission 
to Douglas House. They had also spent significantly less 
time in hospital although the average duration of their 
illness was not significantly different from that of other 
groups. Residents discharged into the community scored 
significantly lower than the other two groups combined on 
both the overall scores of the SBS. Positive and negative 
KGV scores were not significantly different from those of 
the other two groups, and their higher affective scores show 
only a trend towards significance (t= 1.824, P=0.082). 


The four residents whom we consider likely to be resettled 
in the community have very similar demographic character- 
istics to those who have already left Douglas House (average 
age at first admission 20.2 years, average age at admission 
to Douglas House 30.2 years, average accumulated hospital 
stay 26.5 months). If this group is included with the 
community discharges then the mean affective score of the 
combined group (2.46) is significantly greater than that of 
those who are either permanent residents at Douglas House 
or were transferred back to the hospital (1.00) (P= 0.029). 
The positive and negative KGV scores of these two groups 
are not significantly different. 

Three of the discharges were on the residents’ insistence 
and against the advice of the hostel staff. We have lost 
contact with one of these although we know him to have 
had at least two other psychiatric assessments, one of them 
forensic. The other two are living with their families and 
both have spent substantial periods in hospital since their 
departure. 

In contrast, none of the six whose discharge was by 
mutual agreement have been readmitted to hospital. The 
process of re-establishing these residents in the community 
was slow and often included a period living semi- 
independently in the flat attached to Douglas House. Their 
subsequent accommodation has been extremely varied - two 
ex-residents lived successfully in a flat together for nine 
months, others have spent periods in hostels or with a 
landlady as well as with their families. At present one is 
living with his surviving parent, one in a group home, and 
the remainder are living independently. 

Although there was no formal team, a wide range of 
visiting professionals have helped this group of patients to 
live in the community, including social workers, community 
psychiatric nurses (CPNs), and a community occupational 
therapist. Day facilities have also been valuable: four 











Table 2 
Mean (s.d.) intial KGV and SBS scores by placement group 
KGV scores SBS scores 
Affectivo Positive Negative Miid Severe 
Community discharges 2.56 (2.20) 4.89 {2.87} 2.22 (2.78) 3.00* (2.60) 0.89* (1.17) 
Residents 1.44 (1.24) 5.00 (2.96) 3.89 (1.90) 5.89 (3.98) 2.89 (2.07) 
Hospital discharges 1.17 (1.34) 2.83 (3.58) 3.87 (1.87) 11.67 (3.78) 7.17 (3.60) 


*P« 0.001, community discharge v. resident and hosprtal discharges, Tukey t-teet. 
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ex-residents visit Douglas House frequertly, two use 
other day centres. These professional efforts at resettle- 
ment have been supplemented by substantial family 
support after discharge which has formed an important 
bridge between the atmosphere of Douglas House and the 
outside world. The only patient without such Family contact 
seems to use Douglas House as a surrogate, visiting it six 
days a week. 


Hospital discharge group 


In four residents (all women) recurrent episodes of high 
arousal and overt psychosis associated with aggression have 
necessitated their return to the main hospital for the 
foreseeable future. These were not the only residents to 
suffer such psychotic exacerbations, which seem to be one 
response to the pressures of living at Douglas House and 
usually resolve during a brief admission to hospital. 
However, in these four women, episodes of this nature were 
associated with extremely difficult behaviour (e.g. walking 
naked in public smeared with faeces) or actians which put 
other residents in great danger (c.g. deliberate fire setting). 
Even when relatively well, these residents were notably 
reluctant to meet minimal domestic requirements and the 
risks associated with their occasional outbursts compelled 
us reluctantly to abandon further efforts at their re- 
habilitation in Douglas House. The combination of non- 
compliance and severe acting out during psychotic relapse 
can probably be best interpreted as a result of personality 
deterioration associated with chronic illness and lengthy 
institutional experience. While the mean age of admission 
to Douglas House (35.8 years) was not significantly different 
from the average, these four women had an average age 
at first admission of 21.9 years, and their average total stay 
in hospital (119 months) was significantly greater than the 
mean for the other groups (47.4 months) (P- 0.02). 

Surprisingly, their admission KGV scores did not distinguish 
them from other groups. Since their departure from 
Douglas House, two of these residents have remained in 
hospital throughout (both have spent long periods in the 
regional secure unit), while another has spent an un- 
successful period with the Richmond Fellowship (a 
voluntary organisation running hostels and rehabilitation 
centres). The fourth, after a further period of in-patient 
care, has been successfully placed in a private hostel with 
intensive support at a day hospital. 

The two other permanent transfers were for different 
reasons: one resident became a danger to himself as he 
suffered progressive organic deterioration, and the other 
was transferred after he had scalded himself taking a bath; 
he died three days later. 

As will be evident from Table 1, members of this group 
overall tended to be somewhat older and their total stay 
in hospital was greater on admission to thz unit (this 
approached significance: f= 1.90, P — 0.07). Their stay at 
Douglas House was relatively brief. Admission KGV scores 
in this group were similar to those of other residents. 
However, both BSM and BSS scores on the SBS were 
generally higher than in the other two groups, indicating 
that nurses had observed a higher incidence of behavioural 
difficulties in these residents. 


CREIGHTON ET AL 


Resident group 


It is likely that four residents will be able to leave Douglas 
House in the near future. As noted above, the characteristics 
of this group are very similar to those already established 
in the community. Five others will probably be continuously 
resident; they appear to have chronic illnesses with a high 
incidence of organic problems (see below). In terms of 
duration of illness and hospital experience, these five 
residents are similar to those who have permanently 
returned to the hospital. 

All nine of these residents have spent one or more brief 
periods in hospital for what we have termed 'reactive 
psychotic exacerbations’. However, in distinction to those 
who have remained in hospital, at other times all of this 
group attempt to comply with their programme. On the 
other hand, compared with those who are living in the 
community, we find the behaviour patterns of our long- 
term residents to be rigid and ‘programme bound’ - if a 
new behaviour is learnt it is not generalised and extinguishes 
rapidly if it is no longer rewarded. 

For two of these residents, physical frailty with advancing 
years is leading to concern about their ability to cope with 
the stairs and other aspects of living in the hostel; this is 
likely to become true of others. 

Each resident is reviewed on the ward round approxi- 
mately every ten weeks, and for the past four years these 
reviews have been supplemented by a nursing assessment 
using a 50-item form which aims to score both the resident’s 
activities (in the areas of self-care, social interaction and 
leisure) as well as the degree to which symptoms of psychotic 
illness are observed. Summing these scores gives a crude 
index of level of functioning and illness severity, allowing 
objective comparison with previous assessments. Reviewing 
the scores of the four residents admitted since the scoring 
system was initiated who have since become 'permanent', 
we found a gradual improvement in the activities of living 
without any impact on levels of symptoms. This is in line 
with the earlier findings of Hyde et al (1987), who noted 
that, compared with patients remaining on the hospital 
wards, residents of Douglas House seemed not to acquire 
new psychotic impairments while developing superior 
domestic skills. 


Influence of diagnosis on outcome 


Given the preponderance of schizophrenics, it is not possible 
to say whether primary psychiatric diagnosis affected 
outcome. Six non-affective subjects had at some time been 
treated for severe depressive episodes with cither anti- 
depressants or electroconvulsive therapy, and these were 
represented equally in the three groups. 

Infour subjects, a major contribution from organic causes 
could be identified either in their primary diagnosis 
(temporal lobe epilepsy, traumatic encephalopathy) or from 
a significant degree of alcohol-induced brain damage. Three 
of these four are ‘permanent’ residents and the fourth was 
found to be unmanageable at Douglas House. Three other 
subjects suffered from significant physical illness which 
required regular assessment and medication (congestive 
cardiac failure in two and hydronephrosis). One of these 
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is a ‘permanent’ resident, while the other two returned to 
hospital. There are no such organic problems among the 
nine subjects who have left the hostel for the community. 


Discussion 


Overall, it has been found possible to combine a 
behavioural rehabilitative approach towards severely 
disabled patients with an attractive domestic environ- 
ment based in the community. The emphasis on 
resident-run domestic activities in the hostel fosters 
autonomy and offers substantial advantages over the 
more passive environment of the wards of a DGH. 
The morale of nursing staff also benefits from this 
humane approach. 

For one group of patients Douglas House 
represents a step on the way to more independent 
living. Although severely disabled by their illness, 
these residents had some features that one might 
expect to be associated with a better prognosis - they 
had been in hospital for a smaller proportion of the 
period since their first admission, had higher 
affective scores on the KGV, and were free of the 
organic complications seen in the other groups. They 
have been very successful in remaining out of 
hospital, which attests to the benefits of their 
preparation at Douglas House and the careful 
planning of community support. 

Douglas House has become a permanent home for 
aproportion of residents. Although their rehabilitation 
is limited by behavioural rigidity (often in the 
presence of organic impairment), their stay in the 
hostel seems to be characterised by a sustained 
improvement in social behaviour without clinical 
deterioration. This was also observed by Gibbons & 
Butler (1987) in their *hospital-hoste which, like 
Douglas House, aimed at a homely atmosphere in 
which independence was promoted through attention 
to the activities of daily living. 

However, for some residents the demands of living 
at Douglas House seemed to be too great and resulted 
in behavioural deterioration often accompanied by 
exacerbations of psychosis. All residents of this 
category were women, but in a similar series 
Staufenburg & Bridges (1991) report three men and 
one woman among 27 patients of a hostel ward who 
presented similar problems of dangerous behaviour 
necessitating permanent transfer to hospital. In a 
10-year follow-up of the hostel ward at the Maudsley 
Hospital, Garety et al (1988) describe eight ‘poor- 
outcome! patients - three women and five men. We 
therefore suspect our sex distribution to be due to 
chance. It is interesting to note that three hostel 
wards in differing situations and distinct programmes 
have found some patients who create continuing 
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problems which, in the first instance, only fully 
staffed hospital wards seem able to cope with. In our 
series we were able to place two of these patients in 
high-dependency accommodation in the community 
where significantly fewer demands were made of 
them - emphasising the need for a range of facilities 
to act as alternatives to hospital wards. 

With regard to prospective indicators of appropriate 
admissions to Douglas House, the most interesting 
finding was that organic diagnoses militated power- 
fully against independent living. In this, our 
experience is very similar to that of O’Driscoll et al 
(1990) in their study of psychiatric patients difficult 
to place outside a DGH unit. It may be important 
for the morale of rehabilitation teams to bear in mind 
the inherent limitations on the independence of these 
disabled patients. Difficult behaviour was the chief 
precipitant of return to hospital, an undesirable 
outcome of which there did not seem to be any 
predictive features beyond a past and present history 
of such problems. The distinguishing features of 
this group were high SBS scores and prolonged 
hospital stays before coming to Douglas House. 
As noted above, residents with favourable prog- 
nostic features to their illness were likely to be 
resettled. 

The advantages of the close association between 
Douglas House and its parent hospital are numerous. 
For the hostel nurses, the immediate availability of 
skilled support in difficult situations from hospital 
staff has been valuable, and the hospital has also 
been used for ‘time-out’ purposes. This has enabled 
more disturbed residents to stay at Douglas House 
than would have been possible in an isolated unit. 
From the hospital’s point of view, the training of 
medical, psychological and nursing staff has benefited 
from the proximity of Douglas House. Expertise in 
the rehabilitative approach has been built up, and 
Douglas House has become one of several milieux 
ranging from ward-based programmes to independent 
living between which patients are able to move to 
find their optimum environment. 
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Sleep Electroencephalography in Depressive Illness 
A Collaborative Study by the World Health Organization 


JULIEN MENDLEWICZ and MYRIAM KERKHOFS 


Elght WHO research centres from Europe, North America and Asia took part in a WHO study 
aimed at assessing the reliability and consistency of sleep-EEG abnormalities in major 
depression. Each centre was asked to include in the study ten depressed patients aged 20-65 
years meeting the Research Diagnostic Criteria for a major depressive disorder, and to match 
them by age and gender with ten controls. There were 67 patients and 66 controls included 
in the study. Compared wrth controls, depressed patients showed sieep-corrinurty disturbances 
such as increase in sleep-onset latency, and decrease in total sleep time and in sleep efficiency. 
Stages 2 and 3, as percentages of total sleep time, were reduced in depressed patients, REM 
latency was shortened and REM density increased. These findings confirm the presence of 
specific sleep-EEG abnormalities In major depression. 


Several abnormalities in sleep electroencephalograms 
(EEGs) have been described in affective illness. They 
include disturbances in sleep continuity, in sleep 
architecture, and in measures of rapid eye movement 
(REM) sleep (Kupfer & Foster, 1978). Compared 
with control subjects, depressed patients have more 
time awake during the night, longer early-morning 
awakening, less slow-wave sleep, a shortened latency 
of the first REM sleep period, more REM activity 
and higher REM density (Gillin ef al, 1981). 
However, the specificity of these sleep disturbances 
has been questioned, as REM sleep abnormalities 
have also been observed in other disorders such as 
obsessive-compulsive disorder (Insel et al, 1982), 
Schizophrenia (Zarcone ef al, 1987), and panic 
disorder (Uhde et al, 1984). Furthermore, other 
factors such as age (Coble et al, 1976; Ulrich et al, 
1980), severity of depressive illness (Kupfer et al, 
1978), subtype of depressive illness (Feinberg et al, 
1982; Kerkhofs et al, 1988), and special use of 
medication have also been shown to affect sleep- 
EEG variables. The main objective of the present 
investigation is to assess the reliability of sleep-EEG 
measures in a multicentre World Health Organization 
(WHO) study of patients with major depression 
compared with controls matched by age and sex. 


Method 


Eight WHO research centres from Europe, North America 
and Asia took part in the study. These centres were located 
in Athens, Brussels, Mexico, Munich, Naples, Sapporo, 
Tokyo and Zagreb. Each centre was requested to include 
in the study ten depressed patients, aged from 20 to 65 years, 
meeting the criteria for a major depressive disorder 
according to the Research Diagnostic Criteria (Spitzer _ 
et al, 1978). Patients were also classified according to the 


International Classification of Diseases, ninth revision 
(CD-9; World Health Organization, 1978) and the 
Newcastle Diagnostic Scale (Carney ef al, 1965). The 
severity of the depressive illpess was assessed using the 
Hamilton Rating Scale for Depression (HRSD; Hamilton, 
1960) and the Bech Rafaelsen Melancholia Scale (BRMES; 
Bech & Rafaelsen, 1980). The severity of the depressive 
episode was rated one week before the accommodation 
night and on the day ending with the accommodation night. 
Inclusion in the study was conditional on HRSD and 
BRMES scores of at least 17 and 15 respectively on the day 
ending with the accommodation night. Patients presenting 
physical illnesses or other psychiatric disorders were 
excluded, as were obese patients (weight 20% above Ideal 
Body Weight) and pregnant women. 

Each centre was also asked to perform sleep polygraphic 
recordings in ten normal subjects who were matched for 
age (+5 years) and gender to the depressed patients and 
who were studied under the same experimental conditions. 

Patients were studied after a drug wash-out period of 
at least ten days (except at the Sapporo centre, where drug 
wash-out periods were 7-10 days). Chloral hydrate at 
bedtime was allowed during the wash-out period. Patients 
who had received lithium, MAOI, neuroleptics or ECT in 
the previous three months were not included in the study. 

In each centre, sleep was recorded during three consecutive 
nights and was scored according to the cntena of 
Rechtschaffen & Kales (1968). Each centre was asked to 
score the records blindly as to the status of the subject 
(patient or control). Patients and controls were asked to 
go to sleep between 10.30 p.m. and 11.00 p.m. Time of 
getting up was left to the subject but could not be later than 
8.30 a.m. No naps were allowed during the wash-out period 
or during the sleep-recording period. 

The following sleep polygraphic variables were analysed: 
time in bed; sleep-onset latency; sleep-period time; total 


^ sleep time (TST); wake time after sleep onset; number of 


awWakenings; number of stage shifts; sleep-efficiency index; 
*early-morning awakenings; minutes and ratio of TST of 
“ages 1, 2, 3, 4 and REM; REM latency; REM activity; 
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Table 1 
Reliability study for visual analysis of sleep polygraphic 
recordings in one control subject and one depressed patient 


Agreement between scorers according to the majority: 96 





Control Patlent 
Athens 91.8 87.5 
Brussels 94.3 86.3 
Mexico 73.4 80.0 
Munich 90.2 87.4 
Naples 73.4 64.0 
Sapporo 91.2 88.6 
Tokyo 77.9 68.0 
Zagreb 91.3 81.2 


and REM density. Sleep polygraphic variables were defined 
as previously described (Kerkhofs ef ai, 1985) with the 
exception of sleep onset, which was defined by the first epoch 
of any stage other than stage 1, or an epoch of stage 1 
immediately preceding another stage (1.e. stage 2, stage 3, 
stage 4 or REM sleep). The scoring sheets from all the 
centres were sent to the Brussels centre for standardisation 
of the analyses. 

Before the study began, the principal investigator in each 
centre attended a training session in Brussels (October 1984) 
to become familiar with the protocol, the clinical assessment 
and the sleep polygraphic recording and scoring procedures. 
This session included reliability training aimed at obtaining 
a good inter-rater agreement on the HRS clinical ratings of 
patients. These results have been published (Bech ef al, 1986). 

Reliability training in sleep visual analysis was also 
performed, each participant having to score blindly two 
polygraphic recordings (one patient and one control). These 
recordings were selected from a magnetic tape recorded in 
the sleep laboratory of the Brussels centre. The results of 
this reliability study are presented in Table 1. Inter-rater 
reliability was calculated epoch by epoch by means of a 
specific computer program developed in the Brussels sleep 
laboratory (Bech et al, 1986). Good agreement was found 
for the control subject, with very good agreement between 
Athens, Brussels, Munich, Sapporo and Zagreb (greater 
than 90%). For the rating of the depressed patient, the 
overall agreement was also quite good, but some differences 
were observed for the centres in Naples and Tokyo. For 
these two centres, a discussion was organised during the 
meeting in Brussels, in order to define some of che scoring 
criteria more precisely, particularly those related to slow- 
wave sleep. 

All computations were performed with the SPSS/PC 
software program (Norusis, 1986). Log-transformed variables 
were used in the case of REM latency. Student t-tests, 
two-way ANOVAs, and analyses of covariance were also 
used where appropriate. 


Results 


There were 67 patients (28 males, 39 females) aged from 
20 to 64 years (mean age 42.5 years) included in the study. 
Severity of depression, assessed by the Hamilton Rating 
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Scale, ranged from 17 to 38, with a mean value of 24.8. 
Scores on the BRMES were between 15 and 32, with a mean 
value of 21.9. 

There were 66 control subjects (30 males, 36 females) 
included in the study, their ages ranging from 18 to 62, with 
a mean age of 41.4 years. 

Comparison of the sleep polygraphic variables obtained 
in the controls across the three nights Indicated a slight trend 
towards improvement of sleep continuity across the three 
nights, but it did not reach statistical significance. Sleep 
architecture and REM sleep measures remained similar. 

To analyse the effect of age and of centres, the sleep 
variables obtained during the third night were selected. This 
night was chosen because of availability of the data in all 
centres and also because of adjustment effects. Analysis 
of covariance was performed to assess the effect of centre 
and age on the sleep variables: it showed a significant effect 
of the centre for time in bed, sleep-period time, and stage 
3 as Vo TST, while age significantly affected REM sleep as 
S&'TST. Age and centre had a significant effect on early- 
morning awakening, number of awakenings, number of 
stage shifts, sleep efficiency, and stages 1 and 4 as %TST. 

Sleep polygraphic variables obtained in the depressed 
patients were compared across the three nights. A non- 
significant trend towards improvement in sleep continuity 
(decrease in sleep-onset latency, increase in TST) was 
observed; however, sleep architecture and REM-sleep 
variables remained similar across the three nights. 

In order to control the effects of adjustment to the sleep- 
Jaboratory environment, the third night was selected for 
comparison of sleep variables in depressed patients and in 
control subjects. Sleep polygraphic variables from the third 
night were first compared using Student's t-test (Table 2). 
A significant effect was observed for sleep-onset latency, 
total sleep time, awake time, number of awakenings, early- 
morning awakening and sleep efficiency, showing sleep- 
continuity disturbances in depressed patients. Stages 2 and 
3, in minutes and as %TST, were significantly decreased 
in depressed patients, and an increase in stage 1 as %TST 
was observed in depressed patients. Al REM sleep variables 
were significantly different in the two groups: shortening 
of REM latency and increase in REM activity and in REM 
density were observed in depressed patients. The distributions 
of REM latencies in depressed patients and in control 
subjects are illustrated in Fig. 1. Shorter REM latencies 
(<50 minutes) are more frequent in depressives than in 
controls, with a greater incidence of REM latencies below 
10 minutes in the former group. In controls, the maximum 
frequency falls between 50 minutes and 80 minutes. 

Two-way analyses of variance were performed in order 
to assess the differences between control subjects and 
depressed patients taking into account the effect of the 
centre. TST was reduced in depressed patients in all centres 
except Sapporo, and sleep efficiency was consistently lower 
In depressed patients than in controls. Stage 2 as SeTST 
was lower in depressed patients in all centres except 
Athens and Zagreb. Concerning slow wave sleep, the data 
are less clear: a reduction in stage 3 as Vo TST was found 
everywhere except in Brussels, and stage 4 as %TST was 
lower in depressed patients for Athens, Sapporo and 
Zagreb. 
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Table 2 
Sleep polygraphic variables in depressed patlents and controls 
Sleep varrables Patients (7267) Controls (n: 66) t-test P 
Mean (s.d. Mean (s.d.) 
Steep 
Time in bed: minutes 477.9 (64 2) 484.8 (45.85) 0177 
Sieep-onsst latency: minutes 37.38 (39.16) 18.64 (14.11) — 0.0001 
Sleep-penod tme: minutes 422.2 (77.6) 439.98 146 3) 0.111 
Total sleep time: minutes 358.05 (103.87) 411.94 (46.3) 0.0001 
Awake time: minutes 66.18 (71.83) 28.05 (28.68) 0.0001 
Number of awakenings 26.87 (20.78) 17.86 (16.83) — 0.007 
Early morning awakening 52.5 (56.69) 22.83 (27.74) | 0.0001 
Number of stage shifts 154.33 (88.20) 142.06 (80.68) — 0.404 
Sleep efficiency: 96 73.91 (17.52) 88.99 (7.18 0.001 
Sleep architecture 
Stage 1 as %TST 9.55 (8.73) 8.97 (8.43) 0.054 
Stage 2 as 96TST 51.75 (12.66) 65.97 (9.15) 0.028 
Stage 3 as STST 7.69 (6.22) 9.97 (6.27 0,037 
Stage 4 as %TST 7.00 (8.58) 5.03 {6.36) 0,114 
REM sleep as %STST 24.24 (9.38) 22.26 (5.32) 0.136 
Stage 1. minutes 31.29 (30.62) 28.16 (26.86) 0.523 
Stage 2: mmutes 183.67 (62.48) 230.33 (45.87) 0,001 
Stage 3: minutes 25.91 (20.68) 40.89 (28.12) 0.001 
Stage 4: minutes 25.24 (31.75) 21.17 (23.14) — 0.339 
REM sleep: minutes 89.88 (48.00) 91.83 (25.58) 0.762 
REM sleep 
REM latency: minutes 89.08 (48.83) 80.61 (30.30) 0.005 
REM-Istency awake trme: minutes 58.44 (33.7) 78.06 (27.99) 0.001 
REM activity: units 348.14 (233.85) 251.61 (189.85) 0.012 
REM density: units per minute 4.40 (1.69) 2.80 (1.65) — 0.0001 


REM sleep as TST was generally higher in patients than 
in controls. For REM latency, differences were found 
according to the definition used: for REM latency including 
awakenings, lower values were present In depressed patients 
in all centres except Brussels and Tokyo, while for REM 
latency minus awakenings, a consistent reduction was found 
in all centres for depressed patients in comparison with 
controls, despite normal mean values (85 minutes and 77.4 
minutes) in Tokyo and Mexico. REM density was also con- 
sistently increased in depressed patients. A significant centre 
effect was detected for time in bed, sleep-period time and 
awake time, with a significant centre- diagnosis interaction 
for time in bed. A significant diagnostic effect was observed 
for sleep-onset latency and for REM latency. Significant centre 
and diagnostic effects were observed for TST; sleep efficiency; 
stages 1, 2, 3, 4 and REM as %TST; and REM density. 

Student ¢-tests were used to compare representative sleep 
polygraphic variables in 18 non-endogenous and in 49 
endogenous patients according to the Newcastle scale. A 
significant difference was detected for stages 2 and 4 as 
%TST and for REM latency (Table 3). In endogenous 
patients, stage 2 as %TST was increased and stage 4 as 
ATST reduced. Also, REM latency was shortened in 
endogenous patients. A multiple covariance analysis was 
performed in order to assess the endogenicity effect while 
taking into account possible centre and age effects. Age 
significantly affected total sleep time and sleep efficiency; 


age and centre significantly affected stage 1, stage 2, stage 
4and REM as TST; and no significant effect was detected 
for endogenicity when age and centre were taken into 
account. 

In order to analyse the effects of severity of illness on 
sleep polygraph variables, correlation coefficients were 
calculated for each sleep variable and HRS and the BRMES 
Scores. A significant negative correlation (P<0.05) was 
Observed between TST, HRS and BRMES, and between 
sleep efficiency and BRMES. Minutes of awake time were 
significantly correlated with BRMES. These results indicate 
that some sleep-continuity variables are negatively influenced 
by severity of illness. The amount of REM sleep was also 
negatively correlated with HRS and BRMES (P « 0.05). 


Discussion 


In this cross-cultural study, sleep EEG variables 
recorded during three consecutive nights were com- 
pared in 67 patients with major depression and in 66 
matched controls. For patients and controls, sleep- 
EEG variables were not significantly different across 
the three recording nights, although a trend towards 
improvement in sleep continuity was observed. 
Compared with controls, depressed patients showed 
sleep-continuity disturbances such as an increase in 
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sleep-onset latency and a decrease in total sleep time 
and in sleep efficiency. Furthermore, steges 2 and 
3 as percentages of TST were significantly reduced 
in depressed patients. A shortening of REM latency 
and an increase in REM density were consistently 
observed in the depressed patients of all centres. A 
REM rebound due to recent withdrawal of psycho- 


MENDLEWICZ AND KERKHOFS 


tropics cannot be excluded, since paradoxical sleep 
rebound has been documented in normals even after 
a four weeks’ wash-out of some tricyclics (Dunleavy 
et al, 1972). 

Our results confirm those of several previous studies 
(Kupfer & Foster, 1978; Kupfer et al, 1978; Ulrich 
et al, 1980; Gillin et al, 1981; Feinberg et al, 1982; 
Kerkhofs ef al, 1988) and extend them to samples 
of different cultures studied in similar conditions. 

A second analysis, taking into account the effect 
of study centre, showed that diagnosis still affected 
sleep-onset latency and REM latency. Some sleep 
variables were also different according to centre and 
diagnosis: TST, sleep efficiency, sleep-architecture 
variables and REM density, but not sleep-onset 
latency or REM latency (whatever the definitions 
used). This may indicate that cultural effects could 
be present for some sleep variables. 

The effect of endogenous subtype was also investi- 
gated and showed a decrease in stage 4 and in 
REM latency in endogenous patients. However, 
when endogenicity was studied taking into account 
the effect of age and of the centre, this signifi- 
cant effect was no longer detected. The effect 
of polarity (unipolar/bipolar) could not be ana- 
lysed since the sample consisted mainly of unipolar 
depressed patients. The analysis of the effect 
of severity of illness (measured by HRS and BRMES) 
on sleep variables showed that some sleep-continuity 
variables and the amount of REM sleep were 
influenced by the severity of depressive illness. 

The results of our collaborative study indicate that 
some sleep-EEG abnormalities are clearly present in 
samples of patients with major depression originating 
from different populations and studied in similar 
experimental conditions in which potential sources 
of variance (clinical evaluation, sleep visual analysis) 


Table 3 
Comparison of sleep variables in endogenous &nd non-endogenous depressed patients (according to Newcastle scale) 














Non-endogenous (n = 18) Endogenous (n = 49) t-test P 

Mean ls d.) Mean (s.d.) 
Time in bed: minutes 463 (56.7) 483 (66.4) 0.211 
Sleep-onset latency: minutes 28.9 (28.8) 40.0 (42 2) 0.207 
Total sleep time minu tes 362 (115.6) 354 (100) 0.786 
Sleep efficiency: 77.0 (20.8] 72.8 (16.3) 0.453 
Stage 1 as %STST 8.4 (8.7) 9.9 (8.7) 0.514 
Stage 2 as %TST 47.9 (6.9) 53.1 (13.9) 0.047 
Stage 3 as %TST 7.6 (4.9) 7,7 (8.7) 0 948 
Stage 4 as %TST 12.9 (9.5) 4.8 (7.2) 0.003 
REM sleep as 96 TST 23.1 (6.1) 24.7 (10.3) 0.438 
REM latency:! mmutes 93.1 (63 3) 80.1 (39.3) . 0.001 
REM-4atency awake tims’! minutes 68 4 (28.6) 54.7 (34 9) 0.007 
REM density 3.58 (1.43) 4.26 (1.7) 0.136 


1 Statistics on log-transformed data. 


SLEEP EEG IN DEPRESSIVE ILLNESS 


could be controlled. These sleep abnormalities were 
not observed in healthy control population samples 
from various countries. Our findings confirm the 
presence of specific sleep-EEG disturbances in major 
depression and the influence of the severity of illness 
on sleep continuity and REM sleep. 

Future prospective studies should determine 
whether. subgroups of depressive patients with sleep- 
EEG dysfunction can be characterised by specific 
clinical and therapeutic profiles. 
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Lithium Augmentation in Antidepressant-Resistant Patients 
A Quantitative Analysis 


M.-P. V. AUSTIN, F. G. M. SOUZA and G. M. GOODWIN 


A quantitative analysis was used to examine the efficacy of lithium augmentation in the acute 
treatment of depressed patients resistant to a standard trial of an antidepressant. Effect sizes 
were measured by the odds ratio using the Mantel-Haenszel method. Only controlled trials 
were included In order to minimise bias In method. A highly statistically significant effect for 
lithium augmentation was found, the pooled odds ratio being 0.146 and Its 9696 confidence 
interval 0.05-0.44 (i.e. the odds of remaining Ill are reduced by between 6696 and 95% with 
the use of lithium treatment). While these results support the case for lithium augmentation 
in treatment-resistant depression. there remains considerable uncertainty over the duration 
of treatment necessary to see and sustain the treatment response. 


Treatment-resistant depression is a common and well 
known clinical problem. While 70-80% of depressed 
patients respond within three weeks to a tricyclic 
antidepressant and a further proportion may respond 
within another 3-4 weeks to a second-line anti- 
depressant (Nolen et al, 1988), 10-30% of patients 
with a major depressive illness do not respond to 
antidepressants given at an adequate dose and for 
an adequate period of time (Nolen ef al, 1988). 

Pharmacological augmentation of the effects of 
either re-uptake inhibitors or monoamine oxidase 
inhibitors (MAOIs) is an attractive second-line 
approach to the management of treatmert-resistant 
depressed patients. To achieve it, a variety of 
agents have been proposed, including L-tryptophan 
(Pare, 1963), stimulants (Wharton et al, 1971), tri- 
iodothyronine (Goodwin ef al, 1982) and reserpine 
(Price et al, 1987). However, positive results have been 
most extensively reported with lithium. Himmelhoch 
et al (1972) were the first to describe the benefits of 
adding lithium to an antidepressant. Initially, the justi- 
fication for lithium augmentation was an empirical 
one, but improved understanding of the mechanism 
of action of antidepressants gave a better rationale 
for its use (de Montigny & Aghajanian, 1978). The 
first trial of lithium augmentation im resistant patients 
was reported by de Montigny ef a/ (1981). In this 
study, a dramatic improvement was reported in eight 
depressed patients, 48 hours after the addition of 
lithium to a previously ineffective tricyclic regime. 
There have now been 49 case reports and open 
studies (as listed by Dinan & Barry, 1989; Thase ef al, 
1989; Schou, 1990), with some 387 patents given 
lithium in addition to a tricyclic or MAOI. No less 
than 243 responded to a greater or lesser extent to 
the addition of lithium, often within 43 hours as 
de Montigny et al (1981) had claimed. While these 


findings may have been clinically convincing, they 
cannot be taken as conclusive without controlled 
evaluation of lithium augmentation. 

To date there have only been seven double-blind, 
placebo-controlled trials of lithium augmentation in 
patients resistant to a standard course of an anti- 
depressant. Although traditional qualitative reviews 
of the literature (Schöpf, 1989; Schou, 1990) have 
supported the benefits of this approach, they also 
highlight the difficulty of drawing firm conclusions 
based on the results of several small studies, none 
of which is conclusive in itself and some of which 
are actually negative. Since the efficacy of this 
approach to treatment-resistant depression is of 
considerable clinical importance, and trials of an 
adequate size are difficult to perform, there is a need 
to extract as much quantitative information from the 
existing data as possible. The objective of this study 
was to review the usefulness of lithium augmentation 
in patients resistant to standard antidepressant 
treatment by means of a ‘meta-analysis’. Quantitative 
analysis or ‘meta-analysis’ (Glass, 1977) can combine 
the results of different trials of similar method to 
improve the quantitative basis of our understanding 
of a given treatment effect. Furthermore, it shifts 
the focus to size of effect rather than levels of 
significance in the evaluation of therapeutic efficacy 
(Gardner & Altman, 1990). 


Method 


An attempt was made to gather data from all controlled 
trials of lithium augmentation in antidepressant-resistant 
patients. The relevant references were obtained using a 
computer-aided search, and an informal search through 
Index Medicus, recent journal reviews and published 
studies. Direct contact with authors was made when details 
of interest were not available from the published data. 
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The trials included in the review were required to have 
random assignment to lithium or placebo and double-blind 
evaluation. In addition, all studies included in this analysis 
defined treatment-resistant patients as those not responding 
to a minimum of 150 mg/day of a tricyclic antidepressant 
(or an equivalent antidepressant) given for three weeks or 
more. Patients were required to have a minimum lithium Jevel 
of 0.4 mmol/l at the time of assessment of treatment response 
(Blier & de Montigny, 1985). In spite of its small number, 
the Kantor et al (1986) study was included as we wished 
to analyse the maximum number of patients. Two studies 
were excluded, the first, by de Montigny ef a/ (1983), was 
excluded due to its use of a lithium rather than a placebo 
control group, and the second, by Cournoyer et ai (1984), 
did not lend itself to this type of analysis because of its 
cross-over design and lack of sufficient raw data to allow 
inclusion of the results of the first phase of the trial. In 
the study by Stein & Bernadt (1988) the lithium levels in the 
double-blind placebo-controlled phase were € 0.4 mmol/l. 
It was worth analysing, however, because of the relatively 
large number of patients studied. Effect sizes were therefore 
calculated with and without this study. With Stein's study 
included, 99 patients were analysed in total. 


Statistical procedure 


Both the significance and the magnitude of effect are 
readily determined for categorical data from 2x2 tables 
(e.g. lithium/placebo x responder/non-responder) using the 
Mantel-Haenszel method (Mantel & Haenszel, 1959). For 
the effect size, the odds ratio together with its associated 
confidence interval has been advocated as both intuitively 
comprehensible and statistically elegant (Yusuf ef a/,1985). 
The expected number of failures in the lithium augmentation 
group, E, was contrasted with the observed number of 
failures, O, as follows. 


Responders Non-responders Total 
Lithium a b a+b 
Placebo c d c+d 
Total ate b+d n 
gives 
pu (bt dXa-b) 
n 


where b + d is the number of patients not responding in the 
lithium and placebo groups, a+ b is the number of patients 
in the lithium group, and n is the total number of patients 
in the trial. 

If treatment were beneficial O— E would tend to be 
negative. If, on the other hand, treatment were wholly 
without effect, the quantity O— E would differ only 
randomly from zero, with variance V and standard error 
VV, where variance was given by 


y- (a+ b(c-- dY(a - c(b - d) 
m (n—-1) 


For i individual studies, Z(O, — E) would differ randomly 
from zero if treatment were without effect (with variance 
equal to the sum of individual variances, £V). £(O,—E,) 
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would be negative if treatment were effective. Statistical 
significance was expressed as two-tailed P values, where 
P=0.05 corresponds to (O — E)/V V — 1.96. (O— E)/V V and 
the E(O,— E)/VEV, were assumed to be normally dis- 
tributed. The odds of failure for patients on lithium 
augmentation compared with the odds of failure for patients 
on placebo was chosen as the main measure of risk, and 
was given by the odds ratio +95% confidence intervals: 
exp((O — E)/V-t 1.96/VV) (Yusuf et al, 1985). 

The x? of association tests for between-treatment differ- 
ences in efficacy once study effects are removed: it was given 
with one degree of freedom by [Z(O,— E) ]?/£V,, The x 
of heterogeneity tests whether between-study differences 
are significant: it was given by the difference between the 
total x? and the x? of association with n — 1 degrees of 
freedom, where the total x? was given by L[(O,- EY/V.]. 


Results 


Table 1 gives details of patient entry criteria, and lithium 
duration, dose and serum levels. Either lithium or placebo 
was added to an antidepressant in all studies. Most studies 
reported on unipolar patients, except for Schopf ef al (1989), 
where a third of patients were bipolar. AIl patients met 
either DSM-III or RDC criteria for major depressive 
disorder/episode. There was a wide range of scores on the 
Hamilton Rating Scale for Depression (HRSD) (Table 1), 
suggesting that the studies included patients with a wide 
spectrum of illness severity. While all patients had been on 
an antidepressant for three weeks or more, illness duration 
at the time of entry into the trial was somewhat unclear, with 
the exception of Zusky et al (1988) and Schopf et al (1989), 
who gave a mean illness duration of six months. In Table 
1, ‘Duration’ refers to the period during which the trial was 
double-blind and placebo-controlled. This period was 
different in most cases from the full duration of the trial, 
which in Heninger ef al (1983) was 24 days; in Zusky ef 
al (1988) 21 days; and in Schdpf et al (1989) 14 days. 

Table 2 shows the findings of these studies. Schdpf et ai 
(1989) and Stein & Bernadt (1988) defined responders as 
patients with a 350% drop in HRSD, and Kantor et al 
(1986) used a >40% drop in HRSD. Heninger ef al (1983) 
used a decrease of 2 or more points on the Short Clinical 
Rating Scale (SCRS; a 15-point nurse-rated *psychopath- 
ology’ scale) as their measure of response, while Zusky ef al 
(1988) defined responders as those with an HRSD score of 
7 or less. Only half the studies were said to be ‘significant’ 
(P«0.05), but all the studies (except Stein & Bernadt, 1988) 
showed a positive treatment effect as indicated by negative 
O —E values. Indeed, when pooled significance values were 
considered, these results were unlikely to have occurred by 
chance (P« 0.001). 

Figure 1 illustrates both individual and pooled effect 
sizes and confidence intervals. The pooled odds ratio is 
0.146, with a 95% confidence interval ranging from 0.05 
to 0.44. The pooled O — E value is —6.5, which means that 
13 out of 34 patients, or nearly 40%, were ‘responders’ 
when treated with lithium. 

The x? of heterogeneity was 2.5 (NS), indicating that the 
studies did not significantly differ in the results they 
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Table 1 
Controlled trials of lithium augmentation 








{a} 


(b) 


lc) 


(d) 


Study Patient entry critena Duration Lithium dose and serum level 
Herunger et a/, 1983 Urupolar: 14/15 12 days 900-1200 mg/day 
Mean HRSD: 34.6 t 10.4 0.5-1 mmol 
Kantor et al, 1986 Mean HRSD: 23.3+3.8 48 hours 900 mg/day 
Levels not available 
Zusky et a/, 1988 Patients with HRSD2 12 14 days 2 300 mg/day 
Mean HRSD: 22.6: 8.9 20.4 mmol/l in 2nd week 
Episode duration: 9 months 
Schopf et al, 1989 Patients with HRSD2 15 7 days 2800 mg/day 
Unipolar 18'27 0 6-0.8 mmol/l 
Mean HRSD. 20+4.9 
Episode duretion. 8 months 
Stein & Bernadt, 1988 Mean HRSD 25.1 5.2 3 weeks 260 mg/day 





obtained. When Stein & Bernart's (1988) study was included, 
the x? of heterogeneity was 8.5, giving a P value of 0.005, 
thereby highlighting its differences in method from the rest 
of the studies, With inclusion of this study, the pooled odds 
ratio increased to 0.29, while the 95% confidence intervals 
became 0.12-0.73 — a significant increase in width, as one 


would expect. 


Discussion 


No statistical synthesis can overcome flaws in method 
inherent in the studies themselves. Firstly, while 
most authors chose to use the de Montigny et al 
(1981) definition of treatment-resistant depression 
(2150 mg/day of a tricyclic antidepressant given for 
23 weeks leading to an HRSD score decrease of 
less than 40%), many clinicians would favour the 
World Psychiatric Association (1974) definition, 
which requires that a patient be treated for between 
four and six weeks with a tricyclic antidepressant at 
a dose 2150 mg/day in order to be defined as 
treatment-resistant. Nevertheless, it is doubtful 


Mean level 0.23 mmol/l 





that many clinicians would in practice wait more than 
four weeks before changing to another treatment if 
no response was seen. 

Secondly, one must question whether a response 
to lithium augmentation given for only 48 hours can 
be regarded as fully meaningful. The rationale for 
the original design of the de Montigny et al (1981) 
trial was based on the hypothesis that 'chronic' 
administration of tricyclic antidepressants leads to 
increased sensitivity of forebrain neurons to 5-HT and 
that the acute administration of lithium releases 5-HT 
on to these receptors to form the basis of antidepress- 
ant efficacy. This acute pre-synaptic enhancement of 
transmitter release has been shown to occur at lithium 
concentrations >0.4 mmol/l (Blier & de Montigny, 
1985). Some authors do report a therapeutic effect 
after 48 hours of lithium augmentation at appropriate 
concentrations (de Montigny et al, 1983; Cournoyer 
et al, 1984; Schópf et al, 1989), but others report little 
or no effect until one week after commencement of 
lithium (Heninger et al, 1983). Schópf et al (1989) 





Table 2 
Results of controlled trials of lrthium augmentation’ 
Study Lit rum Placebo O-E V P 
Responders Non-responders Responders Non-responders 

(a) Heninger et al, 1983 5 3 0 7 -2.3 0.88 «0.014 
(b) Kantor et a/, 1986 1 3 0 3 —0.4 0.24 NS 
(c) Zusky et a/, 1988 3 5 2 6 -0.5 0.92 NS 
(d) Schopf et a/, 1989 7 7 0 13 -3.3 1.34 «0.006 

Total 16 18 2 29 -8.5 3.38 «0.001 

Stem & Bernadt, 1988 2 14 4 14 +08 1.27 NS 

Total -- Stein & Bernedt 18 32 e 43 —5.7 4.85 «0.008 





1 O-Eis the observed minus expected number of failures in the Irthium group, V i8 the vanance of O—E, P 1s the two-tailed probability 


corresponding to each normal deviate given by (O —E) 


LITHIUM IN RESISTANT DEPRESSION 


i 
e m. 
1 
prp el 
Brill eec 
d pı 
I 
Pooled O ! 
i 
Sens eom 71 — — — —] 
Toa [T] : 
| 
tod 
0 1 2 3 4 5 


ODDS RATIO 


Fig. 1 The odds ratio with the 95% confidence intervals for 
individual and pooled data from lithium augmentation studies. 
Studies (a)—(d) are asin Table 1. The left side ( « 1) favours a positive 
effect of hthium augmentation and the right side (> 1) favours no 
effect, Some studies have 95% confidence intervals which extend 
beyond 5 and are not drawn in full (Kantor ef al (1986), 0.004 to 
11.6; Stein & Bernadt (1988), 0.22 to 15.8). ‘Pooled’ refers to pooled 
results of studies (a)- (d). 


report an increase in the proportion of responders 
from about 20% responding at 48 hours to 40% 
responding within two weeks. 

Individual studies have other more minor variations 
that may limit their comparability. Heninger ef al 
(1983) used a nurse-rated scale, the SCRS, to assess 
outcome, thus making the detail of their results less 
comparable with those of other studies. However, 
they report unambiguously the favourable clinical 
outcome of the study. Kantor ef al (1986) suffered 
a large number of drop-outs, and due to the resulting 
small numbers this study, taken on its own, was 
entirely inconclusive. Schöpf et al (1989) included 
bipolar patients who, when depressed, appear to 
show a response to lithium alone. This could have 
increased the chance of a spurious positive response 
to lithium augmentation; however, the ratio of 
responders to non-responders in the unipolar and 
bipolar groups is similar at one week, and so the 
response to lithium does not appear to have been 
biased by the inclusion of bipolar patients. This 
similarity of response to lithium augmentation in 
unipolar and bipolar patients has also been reported 
by Price ef al (1986). Other problems with the Schöpf 
et al (1989) study included the use of small doses of 
neuroleptics in a number of patients, and less than 
adequate doses of antidepressant in others (although 
tricyclic serum levels for these patients were reported 
to be within the therapeutic range). The limitation of 
small numbers in all the studies is only partly 
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overcome by their combination to give a grand total 
of 99 patients in all (if Stein's study is included). Since 
probably up to 30% of patients treated with a tricyclic 
antidepressant do not respond, this remains a rela- 
tively disappointing total: these patients are not rare. 

The majority of the patients included in this 
analysis were moderately depressed (total mean 
HRSD score, 24.4). Although illness severity is 
said not to influence response to lithium augmentation 
(de Montigny et al, 1983; Schöpf, 1989), it cannot 
be assumed that lithium would be efficacious in 
severely depressed patients. Thus the range of 
patients to which the favourable effect of lithium 
applies remains uncertain. 

A binary outcome scale, required for the Mantel- 
Haenszel method, may appear too crude to assess 
an acute treatment such as lithium augmentation. 
However, we believe it reasonably reflects clinical 
decision-making. The other advantage lies in the 
simplification of the raw data for direct analysis; this 
minimises bias of method but allows optimal use of 
the available data by pooling all study results. 

In summary, our findings suggest that lithium aug- 
mentation is effective. The pooled effect size is large 
and our presentation of the results illustrates the 
difference in emphasis between a statistical analysis 
based on significance levels and one based on effect 
Size. Thus ‘negative’ studies (Kantor et al, 1986; Zusky 
et al, 1988; Stein & Bernadt, 1988) are not statistically 
discriminating but, equally, are not necessarily nega- 
tive (in terms of effect size), as would be reported in 
traditional reviews (Schópf, 1989; Schou, 1990). The 
difference is not a trivial one because the analyses lead 
to opposite conclusions: that lithium is ineffective 
(because ‘not significant"), or that it may be effective 
(as shown by a significant effect size) but that the con- 
fidence interval is too great to allow certainty. We 
believe that the present review supports the practice of 
lithium augmentation in treatment-resistant patients. 
The odds of remaining ill are reduced by between 56% 
and 95% with lithium augmentation. This appears 
to be a worthwhile benefit. However, the present 
data do not offer clues as to who will respond, and 
we do not know for how long to continue treatment. 
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Suicide among Adolescents in Greece 


STAVROULA BERATIS 


The mean suicide rate among 10-19-year-olds In Greece from 1980 to 1987 was 
0.98/100 000 per year (male 1.07, female 0.89): Girls and boys demonstrated the greatest 
sulcide rate at 16 and 19 years, respectively. The combined suicide rate was significantly 
higher in the rural areas (1.48) than in Athens (0.48) and the other urban areas (0.98). Boys 
committed suicide more frequently than girls In Athens and other urban areas, whereas girls 
did so in the rural areas. The suicide rate declined during the last three years of the 
study. Differences in the methods used and the reported reasons for suicide were observed 
among the adolescents In Athens, other urban areas, and the rural areas. Greek adolescents 
appear to be relatively protected from suicide, particularly those who live in the urban 


areas. 


Suicide is associated with almost all age groups 
(Stengel, 1964; Diggory, 1976; Shaffer & Fisher, 
1981; Shafii et al, 1985). It is a rare phenomenon 
during childhood, while the rate of suicide increases 
significantly during adolescence (Shaffer & Fisher, 
1981). Several publications during the last two decades 
report an increase in the frequency of suicide among 
the young in many countries (Brooke, 1974; Sainsbury 
et al, 1980; McClure, 1984; Shaffer et al, 1988; 
Diekstra, 1989). However, a levelling or a decrease 
in the total adolescent suicide rate or in the suicide 
rate of certain subgroups has been observed in some 
countries (Diekstra, 1989; Holinger, 1989). 

In most of the studies, boys outnumber girls in 
completed suicides, with a ratio of male to female 
suicides of at least 2: 1 (Holinger, 1978; Shaffer & 
Fisher, 1981; McClure, 1984; Shaffer, 1988). It seems, 
however, that.this phenomenon is not universal. 
Barraclough (1987) reported that 14 of 73 countries 
showed suicide rates for girls 5-14 years old to be 
equal to or greater than those for boys. Nine of those 
countries were Latin American, four were Asian, and 
one, Portugal, was European. 

Cross-national comparisons of suicide rates are 
difficult to interpret because of the variability of 
factors involved in the ascertainment of cases 
(Atkinson ef al, 1975; McCarthy & Walsh, 1975). 
The observation that the rank order of national 
suicide rates is similar to the rank order of suicide 
rates among immigrant groups from the same 
countries in both the US (Sainsbury & Barraclough, 
1968) and Australia (Lester, 1972) suggests that 
cultural characteristics have a significant influence 
on the suicide rate of various population groups. 

The goals of this study were: (a) to determine the 
suicide rate among individuals 10-19 years of age in 
Greece from 1980 to 1987; (b) to examine epidemio- 


logical characteristics among these youngsters, and, 


identify subgroups which appear to be at higher risk 
for suicide; and (c) to compare the findings with 
those observed in other countries. 


Method 


The investigation includes all completed suicides in Greece 
of those aged 10-19 years recorded by the Police Department, 
from 1 January 1980 to 31 December 1987. The data were 
collected directly from the records of the police headquarters 
of the 52 provinces of Greece. 

Ascertainment of deaths by suicide in Greece is based 
on the following requirements: (a) notification to the police 
and the district attorney of all cases of sudden, violent or 
suspicious deaths; (b) interview by the police of the 
witnesses, relatives, and the physician of the deceased 
person; (c) examination of the dead person's house, records 
and place of death; (d) examination of the body by a 
medical officer and performance of a forensic autopsy; 
(e) a common decision between the investigating police 
officer and the medical examiner, or, in case of disagreement, 
decision by a jury. 

During the cight years covered by the study, a total of 
3044 cases of completed suicides were recorded according 
to categories E950-959 of the International Statistical 
Classification of the World Health Organization (1977). 
Of these, 118 were 10—19 years old. 

The total population of Greece was 9 740 000 at the 1981 
census. Of this population, 3 028 000 were hving in the 
metropolitan area of Athens and 6 712 000 in the rest of 
the country. The population outside Athens is divided into 
*urban' (cities and towns with more than 10 000 inhabitants), 
‘semiurban’ (towns with between 2000 and 9999 inhabi- 
tants), and ‘rural’ (villages with less than 2000 inhabitants). 
The urban population (outside Athens) was 2 626 000, the 
semiurban 1 137 000, and the rural 2 949 000. The population 
between the ages of 10 and 19 years in the metropolitan 
area of Athens was 441 000, in the urban areas outside 
Athens 429 000, in the semiurban areas 185 000, and in the 
rural areas 449 000. (All population numbers reported here 
are brought to the nearest 1000). 
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For the statistical analysis of the data the x7 test was 
applied. 


Results 


Of the 118 subjects, 66 were boys and 52 girls. This sex 
difference is not significant (x^ — 1.05, P 0.3). The mean 
suicide rate per 100 000 adolescent population per year in 
the whole country was 0.98 (male 1.07, female 0.89). The 
youngest case recorded was 13 years old. Girls reached the 
highest suicide rate at the age of 16 years, whereas boys 
maintained a relatively high suicide rate between the ages 
of 17 and 19 years. 

The suicide rate of the adolescent population in the 
metropolitan areas of Athens and in the rest of the 
country was 0.48 and'1.19, respectively. For the population 
of the whole country above the age of 20 years the 
suicide rate was 5.50 per 100 000 population per year; it 
was 4.37 in the metropolitan area of Athens, and 6.04 in 
the rest of the country. The ratios of the adult to the 
adolescent suicide rates in-the whole country, in Athens, 
and in the rest of the country were 5.8, 9.1, and 3.2, 
respectively. 

The suicide rate of the adolescent population in the 
whole country during the first five years covered by the 
study was greater than in the last three years (1.01 and 
0.93, respectively); this reduction was noted m both the 
metropolitan area of Athens and the rest of the country. 
In contrast, the adult suicide rate in the same three 
years rose from 5.01 to 6.31 per 100 000, and this increase 
was present in both Athens and the rest of the country. 
These changes led to an increase in the ratio of the 
adult to the adolescent suicide rate from 4.96 during the 
first five years of the study to 6.78 for the last three years. 
During the eight years covered by the study, the ratio of 
the adult to the adolescent suicide rate was 9.10 and 4.92 
in the area of Athens and the rest of the country, 
respectively. 

Figure 1 shows the adolescent suicide rats in three 
population groups of the country. The urben and semiurban 
areas were pooled because they demonstratec a similar 
suicide rate (0.99 v. 0.95) as well as similar characteristics 
of suicide. These areas are therefore simply referred to as 
‘urban’ below. The greater suicide rate observed in boys 
than in girls in both the metropolitan area of Athens and 
the rest of the urban areas was not significant (x 2.548, 
P>0.2; and x? 1.627, P» 0.3, respectively). Also, the 
greater suicide rate found in girls than boys in the rural 
areas was not significant (32— 0.345, P» 0.5). However, 
the combined rate of suicide was significantly greater in 
the rural areas than in Athens (x? «17.867, P« 0.001) and 
the other urban areas (32: 4.342, P« 0.05). Also, girls 
committed suicide significantly more frequently in the 
rural areas than in Athens (x? — 15.602, P « 0.001) and the 
other urban areas (œ = 5.790, P<0.02). Similarly, boys 
committed suicide significantly more frequently in the 
rural areas than in Athens (37 — 4.342, P<0.05), but the 
difference in the suicide rate between boys living in the rural 
areas and urban areas outside Athens was not significant 
(x1 = 0.366, P» 0.5). 
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Fig. 1 Suicide rates per 100 000 population per year, by area, in 
boys ( Z2 ), girls (9), and both ( [1). 
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Of the 118 youngsters who committed suicide, 61 were 
students, 21 were working, and 36 were unemployed. Only 
six were married. 

Table 1 lists the methods of suicide employed. The most 
frequent was hanging. However, poisoning was generally 
the preferred method for girls. Agricultural insecticides were 
most frequently used for this purpose in the rural areas. 

The reasons for committing suicide are also listed in 
Table 1. Psychiatric disorders, namely schizophrenia, 
other psychotic disorders and mood disorders, were the 
most frequent causes recorded, with a significantly greater 
frequency in boys than in girls (x? — 13.207, P« 0.001). A 
significantly higher frequency of psychiatric disorders in 
the boys than in girls was observed in Athens (x? = 4.759, 
P« 0.05) and the rural areas (x? — 6.024, P<0.02). This 
difference was not significant in the urban areas outside 
Athens (3222.58, P» 0.1). 

Significant differences in the reasons for suicide were 
Observed between the rural and urban areas (including 
Athens). The most frequently recorded reasons for suicide 
in the rural areas were strained relationship between 
the young victim and parents and failed love affairs; 
psychiatric disorders ranked third. The impact of family 
problems on the frequency of suicide in the rural areas 
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' Table 1 ` 
Frequency of the methods of and reasons for suicide among adolescents per 100 000 population over 1980-87 in Greece 
Athens Urban Rural Whole country 

boys girls total boys girs total boys girls total boys gids total 
Method i 
Hanging 18 065 11 4.1 10 26 5.7 18 3.8 39 09 2.5 
Potsoning 13 05 0.9 03 27 15 13 78 45 09 35 2.2 
Self-ahooting 04 0 02 29 03 16 30 18 24 2.1 08 1.5 
Jumping 18 06 11 16 20 1.8 09 17 11 16 12 14 
Drowning 0 0 0 03 03 03 0 05 0.2 0.1 0.3 02 
Other! 0 09 0.4 0 0 0 0 0 0 0 03 01 
Reason 
Psychiatne disorders 22 0 0.9 57 30 44 : 39 06 22 42 14 2.8 
Love affair problems 04 11 0.7 03 17 10 13 36 24 086 20 13 
Family problems 0 0 0 03 07 0.5 08 4.1 2.4 04 15 09 
Falled examinations 04 0 0.2 08 0 0.3 13 0 0.7 068 0 04 
Other? 04 0 0.2 03 03 03 04 05 04 04 01 03 
Unknown 18 14 18 19 10 15 30 41 3.6 22 20 21 


1 One was by falling under a tram, one was by electrocution 


2 Three cases were over-reactions to minor reasons, one was because of physical illness. 


was significantly greater in girls than in boys (37 4.801, 
P<0.05). 


Discussion 


The suicide rate reported here for the adolescent 
population of Greece is among the lowest reported 
in the world (Brooke, 1974; McClure 1984; Kua & 
Tsoi, 1985; Shaffer, 1988; Holinger, 1989). This 
finding parallels the low suicide rate observed in the 
adult population in Greece (Bazas ef al, 1979; 
Beratis, 1986). The low adolescent suicide rate may be 
attributed to prevailing Greek cultural characteristics, 
such:as strong family ties, warm family environment 
for the growing child, and ability to discharge anger 
easily. Similar factors have been implicated for the 
low suicide rate of all ages in other European 
countries (Farber, 1975; Retterstol, 1975; Retterstol 
& Juel-Nielsen, 1983). : 

It is of interest that the adolescent suicide rate in the 
metropolitan area of Athens was found to be less than 
half that recorded in the rest of the country. This 
observation, in conjunction with the finding that the 
ratio of the adult to the adolescent suicide rate in 
Athens was almost twofold greater than in the rest 
of the country, indicates that Athens had not only 
the lowest adolescent and adult suicide rates in the 
country, but also a considerable under-representation 
of adolescent suicides when compared with the adult 
suicides. 

It is noteworthy that the adolescent suicide rate 
was not only lowest in Athens, intermediate in other 
urban areas, and highest in the rural areas, but also 


there were differences in the relative rates of suicide 
between boys and girls living in these areas. 

The overall suicide risk for boys in European 
countries has been reported to be several times 
greater than that for girls. Only in Portugal do 
girls commit suicide more frequently than boys 
(Barraclough, 1987). Our findings showed a slight 
predominance of male adolescent suicides in the 
whole country, but the reverse was found to be true 
in the rural areas. It is possible that this difference 
may arise from differing family and social demands 
and expectations from boys and girls in the two 
areas. 

The greater ratios of adult to adolescent suicide 
rates in the three years 1985-87 than in the five years 
1980-84 reflect both the increase of the adult suicide 
rate and the decrease of the adolescent suicide rate 
noted in all sections of the country. The finding that 
the adolescent suicide rate decreased during the last 
three years covered by the study, when the adult 
suicide rate increased during the same period, suggests 
that at least some of the factors leading Greek 
adolescents to suicide are different from those 
operating in adults. This observation makes rather 
unlikely the possibility that the drop in the adolescent 
suicide rate was due to under-reporting. Under- 
reporting limited to adolescents because Greek parents 
and culture would not readily accept suicide in this 
age group cannot be excluded, but in this case there 
should have been a similar tendency for under- 
reporting during the first five years of the study. In 
addition, such an under-reporting might be expected 
to be more prominent in the rural areas and the small 
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towns, where in fact the greatest adolescent suicide 
rates were observed. If this declining trend of 
adolescent suicide in Greece is real, the reasons for 
it are not clear. It appears that at least some of the 
factors which have been implicated in the rise of 
adolescent suicide internationally, such as broken 
homes, the general breakdown of the nuzlear family, 
the high mobility of certain adolescent groups 
(McAnarney, 1979) and substance abuse (Shafii et al, 
1985) have only minimal effect on Greek youngsters 
(Hartocollis, 1982; Madianou ef al, 1987). 

The methods used for committing suicide were 
similar to those reported in other countries (Brooke, 
1974; Shaffer, 1974; Shaffer & Fisher, 1981; Kua & 
Tsoi, 1985). The great toxicity of the agricultural 
insecticides, preferred as a means of suicide by girls 
in rural areas, has contributed to the emergence of 
poisoning as the most frequent method of suicide in 
the rural areas. 

Although failed love affairs were a major reason 
for suicide in girls their frequency was greatest in the 
rural areas. This factor was recorded less frequently 
in male suicides, although again this was more 
frequent in the rural areas. This observation seems 
to reflect the difference in ethical values regarding 
adolescent sexual freedom between the rural and the 
urban areas, as well as the greater oppression of girls 
than of boys. This is supported by the finding that 
48% of adolescent attempters, all girls, from an area 
of south-western Greece, claimed parental restriction 
of their freedom as the reason for the attempt. This 
restriction was imposed because the parents feared 
that the emerging sexuality of the female adolescents 
would lead them to sexual delinquency (Beratis, 
1990). 

The finding that psychiatric disorders were the 
most frequent cause of suicide in boys underlines the 
different aetiologies that lead adolescents of different 
sex to suicide; intrinsic factors appeered more 
prevalent in boys, whereas extrinsic ones were more 
frequent in girls. The observation that failure in 
school examinations was the second reported reason 
for suicide in boys throughout the country, when no 
such reason was recorded for girls, indicates the 
unilateral pressure exercised by the parents, relatives, 
and the wider community on boys for academic 
achievement. i 

The verdict and the reason for suicide in the cases 
recorded should be reliable since all cases of sudden, 
violent or suspicious deaths are investigated by the 
police, and ascertainment of death by suicide requires 
fulfilment of the criteria mentioned above. Ascription 
of a psychiatric disorder as the reason for suicide was 
based on the report of the caring physician and the 
statements of the relatives of the deceased. 


BERATIS 


This study has demonstrated not only that Greece 
has a very low, possibly declining, suicide rate, but 
also that the relative importance of the factors 
leading adolescents to suicide is different from that 
of other countries. The variability of the factors 
exercised within the country on adolescents residing 
in cities, towns and villages, is illustrated by the 
different suicide rates, the different sex ratios, and 
the different relative importance of the reasons for 
suicide observed. 
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Psychiatric Manifestation of Systemic Lupus Erythematosus 
in Singapore 
A Cross-cultural Comparison 


LIONEL CHEE-CHONG LIM, TOCK-ENG LEE and MEE-LING BOEY 


In a case-control, cross-cultural study of the psychiatric morbidity of systemic lupus 
erythematosus in an Oriental population, 30 patients suffering from SLE and 29 controls with 
rheumatold arthritis were Interviewed. The SLE patients In Singapore exhibited greater 
psychiatric morbidity than their Western counterparts. Significant correlation was observed 
between psychlatric morbidity and the clinical disease activity. The patlent's perception of 
the severity of arthritis, myalgia and dermatological lesions was an important aetiological factor. 
Culturally determined, disease-+elated psychological stresses also coritnbuted to the 


psychopathology. 


The difference in the prevalence of systemic lupus 
erythematosus (SLE) among patients of different 
population groups has been well documented (Fessel, 
1974; Serdula & Rhoads, 1979; Frank, 1980; Kaslow, 
1982). There is, however, controversy about the 
prevalence of psychiatric morbidity among SLE 
patients, The reported prevalence of psychiatric 
morbidity varies between 3% (Rupe & Nickel, 1959) 
and 75% (Johnson & Richardson, 1968). This 
disparity can be accounted for by the different 
methods employed in the various studies. A case- 
control study utilising standardised psychiatric 
instruments and clear diagnostic criteria, which was 
carried out by one of the present authors (LCCL) 
in London, is described elsewhere (Lim et al, 1988). 

Feng & Boey (1982) reported that the initial clinical 
manifestations of SLE appeared severe and followed 
a virulent course among Chinese in Singapore. A 
cross-cultural comparative study has therefore been 
carried out on the neuropsychiatric manifestations 
of SLE, as such a study has not been reported in the 
literature. 


Method 


Thirty consecutive English-speaking patients (28 women and 
2 men) fulfilling the revised American Rheumatism 
Association criteria for SLE (Tan ef al, 1982) were 
approached for the study. Of these, 26 were out-patients 
attending a lupus clinic in Tan Tock Seng Hosrital and the 
remaining four were in-patients. The controls were matched 
for sex and consisted of 29 patients with rheumatoid 
arthritis. Patients were excluded from the study if they had 
a history of drug or alcohol abuse, if they had suffered head 
injury with amnesia of more than 24 hours, or if they 
suffered from cerebral or systemic diseases which clearly 
had a cause unrelated to their primary condiion. 


So that comparisons could be made with the London 
samples, a similar procedure was followed. All patients were 
interviewed using the Clinical Interview Schedule (CIS; 
Goldberg et al, 1970), and a brief cognitive assessment was 
carried out using the Mini Mental State Questionnaire 
(MMS; Folstein et al, 1975). To determine the severity of 
depression, the patients were asked to complete the self- 
report Beck Depression Inventory (Beck et al, 1961). Stresses 
concerning occupation, finance, housing, social hfe, 
relationship with partner and general family relationships 
were elicited using the Social Stress and Support Interview 
(SSS; Jenkins ef al, 1981). A psychiatric diagnosis was then 
made using the DSM-III diagnostic criteria (American 
Psychiatric Association, 1980). 

The current Clinical Activity Score (CAS) was derived 
from the attending rheumatologist’s record of the patient's 
clinical presentation. A modification was made to the 
questionnaire in order to assess the patient's perception of 
her/his illness. Using a visual analogue scale of 0-9, the 
patlents were asked to rate the severity of the following 
clinical symptoms: arthritic pain, pleuritic pain, Raynaud's 
phenomenon, myalgia and disfiguring skin lesions. A Patient 
Perception Score (PPS) was computed from the above five 
subscores. Laboratory parameters were not used because 
there was no consistent relationship between Jaboratory 
indices and psychiatric morbidity (Hazelton et al, 1980; 
Kremer et al, 1981; Morrow et al, 1982; Lanham et al, 1985). 
Magnetic resonance imaging was not carried out. 

The Statistical Package for Social Scientists (SPSS Inc., 
1983) was used to compare measurements made on the SLE 
patients and the control group. Differences between groups 
were assessed using x^ tests, with Yates' correction where 
appropriate. Odds ratios between groups were produced. 
Kendall correlation coefficients were calculated for comparison. 


Results 


Table 1 shows the demographic characteristics of the SLE 
patients and controls in Singapore and London. In both 
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Table 1 
Demographic variables and psychiatric indices for SLE 
patients and controls in Singapore and London 











, Singapore London 
- SLE patients Controls SLE patients Controls 
in=30)  (n229); (0240) $27) 
Age: years 
mean 28.1 38.6*** 31.5 — 36.8** 
95% confidence ` $0 os 
interval 25.2-30.9 34.2-43.2 28.5-34.b 33.0-40.6 
Sex 
mate 2 . 2 : 2 2 
female 28 27 38 25 
Miness duration. . 
years 
mean 4.0 6.6 9.6 13.4 
9596 confidence 
Interval 2.6-5.3 3.6-7.8 7.3-11.7 9.8-17.0 
Civil status: % 
has never mamed 53 24 40. 30 
has marned 47 76 60 70 
Occupstion: 96 
unemployed/ 
student- 40 38 58 44 
skliled/ : 
professtonal 37 41 15 11 
unskiled — 23 21 27 45 
Beck score . 
mean 122. 7.8 10.1 7.4 
9556 confidence 
mterval 8.6-16.8 5.9-9.8  7.8-12.4 4.9-9.9 
SSS interview 
scores 
mean 3.4 3.8 2.6 3.6 
9556 confidence 
mterval 2.8-4.0 2.9-4.7 1.8-3.2 2.9-4.3 
MMS score 
mean 29.1 29.7 28.8 28.4 
95% confidence 
interval 28.4-29.8 29.4-30.0 28.5-29.1 27.8-28.4 
DSN-Iil diagnosis 
anxiety disorder — 2 4 8 3 
major depression 10 2 8 4 
other psychosis 3 0 2 1 
dementia 1 0 0 0 
total 18 6* 16 8 


*P<0 05, **P<001, ***P«0.001. 


locations, the controls were significantly older than 
the SLE patients (P<0.05), more were married, and 
they had a longer duration of illness. The lupus 
patients in the Singapore sample were younger than 
their London counterparts, fewer were married, they 
had a shorter duration of illness, and fewer . were 
unemployed. 

SLE patients experienced greater depression and social 
stress than controls, as indicated by the higher Beck scores 
and the lower SSS interview scores (Table 1). However, 
there was no difference in MMS score between SLE patients 
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and controls. The lupus patients in Singapore were more 
often depressed than those in London, but they had greater 
social support. 

At the time of our Interview, 16 SLE patients (53%) in 
the Singapore sample and six controls (20%) were identified 
as psychiatric cases (P« 0.05), although the controls were 
significantly older. The London sample showed the same 
trend, but the difference did not reach a statistically 
significant level. The odds ratios between samples are shown 
in Table 2. 

Psychiatric manifestations were similar in type in the 
Singapore and London samples. Major depression was the 
most common psychiatric presentation. Three SLE patients 
in the Singapore sample were identified as psychotic at 
interview. One patient had been diagnosed and treated for 
schizophrenia 18 years before the systemic manifestations 
of the SLE: she was on maintenance medication at the 
time of the study. The other two patients had diagnoses of 
hypomania. None of the patients had a diagnosis of anxiety 
disorder and there was only one case of SLE dementia. 

The types of neurological disease observed in the lupus 
patients in Singapore were comparable to those found in 
other studies. There were three cases of neuropathy, two 
cases each of seizures and intracranial ischaemia, and 
one case each of migraine, hydrocephalus and transverse 
myelitis. ; 

Nine of the SLE patients in Singapore had a past history 
of neurological involvement. Six of the seven SLE patients 
with current neurological disease had CIS scores greater 
than 14, but ten of those with psychiatric disease were free 
of neurological symptoms. Hence there was no significant 
association between current, or combined current and past, 
neurological disease and psychiatric morbidity (Table 2). 
This finding is similar to a result of the London study. 


Table 2 
Odds ratios for SLE patients and controls by selected criteria 


Psychiatric No psychiatric Odds ratio 





disease disease (9596 
confidence 
interval) 
London 
SLE patients 
n= 40} 18 24 1.68 
controls (n = 27) 8 19 {0 50-5.11) 
Singapore 
SLE patients ' 
i230) 16 14 4.38* 
controla (n = 29) 6 23 (1.22-16.42) 
Current status 
neurological disease 8 1 7 80 
no neurological 
disease 10 13 (0 69-108.63) 
Current and past 
status 
neurological disease 7 2 4.66 
no neurological 
disease 9 12 (0.62-43.14) 
*P« 0.05. 
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Table 3 
Correlation between psychiatric morbidity (as indicated by 
CIS score), social stress and clinical Indices for SLE patients 
and controls in Singapore 


Kendall correlation zoefficient 








SLE patients Controls 
b 30) 1n - 29) 
Beck Depressive Inventory score 0.46*** 0.42*** 
Mini Mental State score -0.41** -017 
Social Stress and Support score — —0.11 -0.24 
relationships with partner ~0,35** -0.13 
social life -0.28* -0.27* 
Patient's Perception score 0.35** - 
arthritis 0.26* - 
myalgia 0.43** - 
skin lesions 0,36** - 
Clinical Activity Score 0.41** - 


*P<0 06, **P<0.01, ***P<0 001. 


In the lupus patients in Singapore, psychiatric morbidity 
as indicated by the CIS score was correlated significantly 
with score on the Beck Depression Inventory and the Clinical 
Activity Score (Table 3). Psychiatric morbidity showed 
correlation with the Patient Perception Score and with the 
patient's perception of the severity of her/his arthritis, 
myalgia and skin lesions. Although at the time of our study 
there was no significant relationship between psychiatric 
morbidity and the SSS interview scores, psychiatric morbidity 
correlated significantly with the degree of stress in the 
patient’s social life and the patient’s relationship with 
her/his spouse. This contrasted with the London study, 
where poor satisfaction in employment and family 
relationships were the main stressors. 

To examine further the interaction between patient’s 
perception, psychiatric morbidity and social stress, a multiple 
regression analysis was performed. With patient's perception 
as the dependent variable, a model utilising all variables of 
psychopathology and social stress, including CIS and SSS, 
was tested. The analysis showed a significant contribution 
from CIS (B=0.38, s.e. —0.14, 95% CI=0.09-0.67, 
P=0.02) but no significant effect of SSS or age of the patient. 


Discussion 


The similarity in method between this and the 
London study (Lim et al, 1988) allows the com- 
parison of results between the two culturally diverse 
samples. The patients were drawn from consecutive 
out-patients of lupus clinics in the two countries. This 
cross-cultural comparative study is thus unique. 
Our result confirms earlier findings that SLE 
patients experienced greater psychiatric abnormalities 
than the controls (Liang ef al, 1984; Hochberg & 
Sutton, 1988). Although SLE patieats in the 
Singapore sample were younger, had a shorter mean 
duration of illness and experienced greater social 
Support, more experienced psychiatric morbidity 
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(53%) than did the London patients (40%). The initial 
clinical manifestations of SLE appeared to be severe 
among Chinese in Singapore (Feng & Boey, 1982), 
but the relationship between psychiatric morbidity 
and the severity of illness is not a simple one. Wessely 
& Lewis (1989) reported no correlation between 
psychiatric morbidity and the severity or site of skin 
disease in a study of new attenders in a dermatology 
clinic. 

In our study, psychiatric morbidity, as evidenced 
by the CIS score, was correlated significantly with 
Patient Perception Score and with the patient's 
perception of the severity of her/his arthritis, myalgia 
and skin lesions. Multiple-regression analysis indi- 
cated that the patient's perception is an important 
factor in psychiatric morbidity. We postulate that 
the perception of having a debilitating, chronic and 
often painful condition may have had a profound 
psychological impact on the lupus patients in the 
Singapore sample - who were younger than the 
London sample, and predominantly unmarried 
females. This could account for the higher psy- 
chiatric morbidity observed in the current series. 

Poor relationships of patients with their spouses, 
and poor social life were identified as significant 
stressors in the current study. This differed from the 
London findings, where dissatisfaction with employ- 
ment and family relationships were the important 
factors. We suggest that these stressors are culturally 
determined. The SLE patients in the Singapore 
sample received better overall social support, and this 
was reflected by the higher SSS interview score. This 
was not surprising, because in an Oriental culture 
it is acceptable for the unmarried patients to be 
supported by their families. Once married, women 
depend wholly on their spouses for emotional and 
financial support. Relationships with spouses become 
a source of stress if support is not forthcoming. The 
positive correlation between psychiatric morbidity 
and social life in the SLE group was not unexpected, 
because the greater the physical disability, the greater 
is the social dysfunction. Hochberg & Sutton (1988) 
also reported a significant correlation between 
physical disability and psychosocial dysfunction in 
a non-case-controlled study of 106 lupus out- 
patients. 

The range of psychiatric and neurological 
abnormalities observed were comparable to those 
reported in other studies (Johnson & Richardson, 
1968; Lee et al, 1977; Lim et al, 1988). Depression 
was the most common psychiatric manifestation. In 
contrast, a higher frequency of organic brain 
syndrome was reported by other workers (O' Connor 
& Musher, 1966; Estes & Christian, 1971; Ganz et 
al, 1972). Only one case of SLE dementia was 
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diagnosed in this study: this could be due to our 
sample being predominantly out-patients. One 
Schizophrenic and two hypomanic patients were 
identified as psychotic during the interview. The 
single case of schizophrenia, in which the psychotic 
illness preceded the SLE by 18 years, suggests that 
in this patient the schizophrenia was not due to 
central nervous system involvement of SLE. This was 
confirmed, as the subsequent relapses of schizo- 
phrenia were independent of the lupus activity. Other 
than the two patients with hypomania, where the 
psychiatric manifestations were accompanied by 
neurological abnormalities, there was no significant 
relationship between neurological disease and psy- 
chiatric morbidity in the majority of lupus patients. 
This is consistent with findings in the London study. 

In summary, psychiatric abnormalities are common 
among SLE patients, irrespective of ethnic dif- 
ferences. The SLE patients in Singapore exhibit greater 
psychiatric morbidity than their Western counter- 
parts. Psychiatric morbidity is correlated with both 
clinical activity and the patient's perception of the 
disease. Culturally determined, disease-related psycho- 
logical stresses are important aetiological factors. 
With improved survival rates and the occurrence of 
physical disabilities, longitudinal studies of psycho- 
social dysfunction will provide useful information 
on the further management of SLE. Singapore, with 
a predominantly Chinese population, presents a 
unique opportunity for further cross-cultural research 
into this important aspect of the disease. 
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A Family with Multiple Instances of Definite, Probable and Possible 
Early-Onset Alzheimer's Disease 
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M. E. PERCY and D. McLACHLAN 


A family with a multigenerational history of proven or suspected early-onset Alzheimer's disease 


(AD) consistent 


autosomal-dominant inheritance is described. To date, the pedigree 


comprises five generations in which there are 13 known affected Individuals. The mean age 
of onset of cognitive deficits in those for whom data are avallable (n = 11) is 47.6 (s.d. 3.0) 
years and the mean age of death u = 10) is 58.8 (s.d. 4.0) years. The varlability in the extent 
and quality of avallable data illust-ates the diagnostic difficulties encountered in ascertaining 
such an extended pedigree, and the need for caution In interpreting the evidence. 


Strong evidence for the role of a genetic factor (or 
factors) in the aetiology of at least a proportion 
of individuals with Alzheimer's disease (AD) has 
emerged from epidemiological studies investigating 
the familial aggregation of AD cases (Heston et al, 
1981; Heyman et al, 1983; Amaducci et al, 1986), 
from the observed relationship between Down's 
syndrome and AD (Malamud, 1972; Karlinsky, 1986), 
and from reports of large families with numerous 
affected members (summarised by St George-Hyslop 
et al, 1989). However, recent genetic-linkage studies 
of large multigenerational pedigrees in keeping with 
autosomal-dominant transmission for AD have not 
consistently shown that AD is linked to chromosome 
21, thus suggesting that the disease is causally hetero- 
geneous (St George-Hyslop et al, 1987; Pericak-Vance 
et al, 1988; Schellenberg et al, 1988; Van Broeckhoven 
et al, 1988; Goate ef al, 1989). Resolution of this issue 
will require the ascertainment of additional large 
kindreds with multiple affected members. 

In this paper, a previously unreportec pedigree 
consistent with autosomal-dominant inheritance for 
AD is described. As diagnostic uncertainty has been 
cited as the major problem with genetic studies of 
AD (Davies, 1986), case reports are presented on all 
affected family members, providing an opportunity 
to discuss the diagnostic difficulties generally encoun- 
tered within such extended pedigrees. 


Method 


In October 1988, a familial Alzheimer’s disease registry was 
established at the Queen Elizabeth Hospital, Toronto, for 
the purpose of gathering epidemiological and clinical data, 
as well as biological samples for molecular genetic and other 
laboratory studies, on familial AD (FAD). Knowledgeable 
relatives in kindreds with several members with suspected 
AD were initially recruited to the registry by direct mailing 
to the membership of the Alzheimer Association of Ontario, 


and through local education programmes sponsored by this 
Association. Informants complete a modified version of 
Breitner and Folstein’s Alzheimer Dementia and Risk to 
Family Members questionnaire (Breitner & Folstein, 1984), 
At least two knowledgeable informants are used for each 
family. Discrepancies in informant reports are resolved 
using the consensus procedure of Silverman ef al (1986), 
and initial pedigrees are constructed. Available medical 
records and autopsy reports are then obtained, with 
appropriate consent, on all persons with suspected AD. 
Where possible, those apparently affected undergo a 
standardised neurological, psychiatric, neuropsychological 
and laboratory assessment, including computerised tomo- 
graphy (CT) scanning, at the Toronto General Hospital's 
Alzheimer's Disease and Related Disorders Clinic. Diagnoses 
of definite, probable or possible AD are assigned on the 
basis of NINCDS-ADRDA criteria (McKhann et al, 1984). 
Where AD is suspected from informant reports but medical 
records are unavailable or poorly documented and current 
clinical examination is not possible, information is inadequate 
for use of NINCDS-ADRDA criteria, so that diagnoses 
of ‘primary progressive AD-like dementia’ are assigned on 
the basis of the family-history criteria of Silverman et al (1989). 

A kindred identified through the registry which appears 
to be consistent with autosomal-dominant inheritance for 
AD is described below. 


Family overview 


The family (designated as family ‘Toronto 3’ for identi- 
fication’ purposes), of Irish ancestry, emigrated to the 
province of Quebec, Canada, about 200 years ago. Initial 
contact with the registry occurred when an unaffected 
family member approached the registry during its promotion, 
In addition to the method outlined above, ascertainment 
of this family was assisted by the use of Canadian census 
data; birth, marriage and death certificates; and church 
records. Most members of the family continue to reside-in 
the provinces of Quebec and Ontario, 

To date, the known pedigree spans five generations and 
includes over 140 biological relatives (Fig. 1), of whom 13 


have evidence of dementia consistent with early-onset AD. 
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Fig. 1 Family pedigree ( C] male, O female, C» childr 
age or age at death): MM defimte AD, Bl probáble 


Case reports of these individuals are presented below. Two 
of the affected individuals are autopsy-confirmed cases of 
definite AD; eight have been assigned diagnoses of probable 
or possible AD based on the NINCDS-ADRDA criteria; 
and the remaining three have been assigned diagnoses of 
primary progressive AD-like dementia as available data are 
insufficient for applying the NINCDS-ADRDA criteria. 
The diagnosis of an additional family member’s cognitive 
deficits is particularly uncertain (subject I-21), but her case 
report is also presented: Table 1 lists the sex, age of onset of 
cognitive deficits, age at death or current age, the assigned 
diagnostic category of AD, and the sources of information 
on which each assignment was made. The mean age of onset 
of cognitive deficits in affected individuals for whom data 
are available (n — 11) is 47.6 (s.d. 3.0) years, and the mean 
age of death (n= 10) is 58.8 (s.d. 4.0) years. There is'no 
significant.difference in either the mean age of onset or the 
mean age of death between affected females (n 8) and 


Table 1 
Affected family members 


Subject Sex: Ageof  , Ageat Diagnostic . Source of 
onset of deathor catagory — Information 
cognitive ‘current of AD! for AD 
deficits age diagnosis? 

l-7 ' M ? 61 PPAD IR 

l-3 M 54 63 PPAD IR; MR 

Il-8 F 51 63 Definrte IR; MR; AC 

Il-12 F ? 52 PPAD IR 

l-13 OF 45 55 Probable IR, MR 

2 F 49 69 Probable — IR; MR 

1-3 M 46 65 Probable — IR; MR 

1-5 M 48 81 Definite IR; MR; AC 

1-18 F 47 63 Posaible IR; MR 

1-20 F 48 66 Probable — IR; MR 

1-22 M 48 §3* Possible IR; MR; CE 

0-7 F 43 48* Probable, IR; MR; CE 

0-8 F 45 46* Possible IR; MR; CE 


1. PPAD = primary progressive AD-like dementia. 
2 IR-mformant reports, MR = mackeal records, CE = current clinical 
examination, AC» autopsy confirmation. 


children m number), / deceased; number below symbol [] or © is current 
lal possible AD, E] primary progressive AD-like dementia. 


affected males (24-5). There is no evidence of other 
neurological illnesses or of consanguineous marriages in 
the family. 


Case reports 


Subject I11-7, the first known individual with suspected AD 
in the family, died an ''invalid" in 1923 at age 61. Although 
medical records and detailed informant accounts of his 
illness are unavailable, several family members report being 
told by other relatives, now deceased, that he had symptoms 
similar to those observed in other affected family members. 

Subject IT-3 is reported by family informants to have 
taken early retirement from a responsible job at a railway 
company owing to memory loss and subsequent progressive 
intellectual deterioration. Medical records of his affected 
daughter (1—2) state that he **lost his memory with what 
was called ‘hardening of the arteries of the brain’ with onset 
at age 54 and he died at age 63 . . . of similar gradual mental 
deterioration". 

Subject 11-8, a college-educated schoolteacher, developed 
initial symptoms at about age 51, when her husband first 
noted increasing forgetfulness. Over the next few years, 
because of her progressive intellectual deterioration, she 
underwent investigations that 


comprehensive neuropsychiatric i 
- resulted in a diagnosis of ‘‘presenile dementia, Alzheimer's 


disease". By age 56, when she was institutionalised, she 
was disorientated to time, place and person, largely 
incoherent, unable to follow simple commands, and doubly 
incontinent. At age 63, in a vegetative state, she died of 
aspiration pneumonia. At autopsy, “the brain was grossly 
diffusely atrophic . . . the microscopic changes seen, tangles, 
plaques and loss of neurons, suggested Alzheimer’s 
disease". 

Subject 11-12, an unmarried woman, is reported by a 
family member to have undergone progressive mental and 
physical deterioration before her death at age 52 from 
“senile debility”. Her co-twin (II-11) died of an unknown 
cause in infancy. Her mother (III-8) is said to have died 
suddenly from a stroke at age 54; her father was apparently 
intellectually unimpaired at age 62 when he died during the 
1918 influenza epidemic. 
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Subject II-13 was well until age 45 when, according to 
family informants, she gradually became increasingly 
forgetful, with progressive impairment of her language skills 
and sense of direction. At age 51 ‘‘presenile dementia” was 
diagnosed, following out-patient investigations that included 
a biochemical and haematological screen for dementia, 
electroencephalography, skull X-ray and psychological 
testing. She was then admitted to a nursing home, where 
she died at age 55. 

Subject I-2, a college-educated woman, first began to 
experience recent-memory loss at age 49. At age 51 she 
was admitted to hospital for evaluation of her ‘‘mental 
confusion and forgetfulness”. Detailed neurological and 
other clinical examination was recorded as normal, as was 
a brain scan, skull X-ray, bilateral carotid engiogram, 
electroencephalogram (EEG), analysis of cerebrospinal fluid 
and biochemical and haematological screen for dementia. 
A pneumoencephalogram demonstrated ''some cortical 
atrophy". Comprehensive neuropsychological testing con- 
sisted of administration of the Wechsler Adult Intelligence 
Scale (verbal IQ, 109; performance IQ, 82; full-scale IQ, 
97); Bender-Gestalt Test (‘‘some difficulty in executing 
angles and possibly in organizing herself im regard to 
space"); Draw-A-Person Test (**some suggestions of early 
body image distortions"); Hooper Visual Organization Test 
(score falls within the range of ‘moderate degree of 
impairment"); and Wechsler Memory Scale (memory 
quotient, 79). Discharge diagnosis was ''presenile dementia 
with cerebral atrophy". Two years later, following a 
fracture of the first lumbar vertebra sustained in a fall, she 
was readmitted to hospital, where it was noted that ''she 
has slowly but progressively worsened’’. Brain scan, 
electroencephalogram and detailed neurological examination 
again revealed no localising findings and she was transferred 
to a nursing home. Over the next six years, medical records 
document progressive intellectual deterioration and the 
onset of grand mal seizures. She died at age 59, in a 
vegetative state, without a clear terminal cause of death. 

Subject J-3 was a successful businessman. According to 
family members, he first began showing signs of recent- 
memory loss and personality change at about age 46. Unable 
to work subsequently, he suffered progressive intellectual 
deterioration. At age 51 he was admitted to hospital for 
investigation; detailed neurological and other clinical 
examinations were normal, and laboratory investigations, 
which included a lumbar puncture, pneumoencephalogram, 
bilateral carotid arteriogram and EEG, did not reveal a focal 
disease process. A diagnosis of ‘‘presenile dementia” was 
made, and three years later he was admitted to a psychiatric 
hospital for nursing care and supervision. A repeat 
neurological examination documented profound recent- and 
remote-memory loss, dyscalculia, visual-spatial abnormalities 
and the absence of focal neurological findings. AD was 
diagnosed and he died within the year at age 55 from 
bilateral bronchopneumonia. 

In subject 1-5, according to family members, intellectual 
deficits were first noted at age 48. Following subsequent 
progressive intellectual deterioration, he was admitted at 
age 58 for long-term care, with the initial psychometric 
evaluations noting severe recent-memory loss and significant 
problems with orientation, concentration and calculation. 
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Annual psychometric re-evaluations documented progression 
of these symptoms and the onset of deficits in visual- 
construction skills and language. By the time of hus death 
at age 61 from bronchopneumonia, his "mental status had 
markedly deteriorated to a very severe and global deficit 
of all intellectual functions". On autopsy, gross 
neuropathological examination revealed mild sulcal 
enlargement. Detailed microscopic examination of the 
hippocampus, frontal lobe and parietal lobe showed 
extensive neuronal loss and numerous senile plaques and 
neurofibrillary tangles. In particular, ‘‘the hippocampus 
was devastated by the process of Alzheimer's disease. 
Neuronal pyramidal cell loss throughout the hippocampus 
was quite extensive and severe. Remaining neurons 
harboured neurofibrillary tangles in large numbers . . . the 
number of plaques was very high". Mild amyloid 
infiltration of a few subarachnoid arteries and veins was 
also noted and the final autopsy diagnosis was AD 
associated with mild amyloid angiopathy. 

Subject 1-18 was first noted to be forgetful at age 47. 
One year later she underwent a neurological assessment and 
the diagnosis was "suffering from Alzheimer's disease, 
presenile dementia". Progressive intellectual deterioration, 
complicated by the onset of persecutory delusions, led to 
admission to a nursing home, where family members noted 
that memory loss and language deficits progressively 
worsened until her death at age 63. A ‘‘drinking problem’’ 
was apparently present in her younger years. 

Subject I-20 was, at age 50, initially assessed because 
of increasing forgetfulness and word-finding difficulties of 
approximately two years’ duration. A diagnosis of ‘‘presemle 
dementia of the Alzheimer's type" was made at that time, 
following extensive in-patient hospital investigations which 
included haematological, biochemical, ceruloplasmin 
and brain scan examinations (all normal), and electro- 
encephalography which showed ‘‘a degenerative process". 
At age 52 she required placement in a nursing home, where 
it was noted that over the subsequent four and a half years 
“ther Alzheimer’s disease gradually progressed - walking 
became more and more difficult and finally she became 
wheelchair bound; ability to eat decreased from regular 
[food] to mince to puree’’. She died of laryngospasm at 
age 56. 

Subject I-22 has a long history of heavy alcohol intake 
(currently about 114 g alcohol/day, with periodic binges). 
When he was aged about 43 insidious personality changes 
were first noted, characterised by increasingly irritable and 
withdrawn behaviour. At age 49 he first underwent an 
assessment for decline in intellectual functioning. Medical 
notes at that time indicate a one-year history of changes 
in memory and comprehension. He scored 2914 out of 30 
on the Mini-Mental State Examiniation (Folstein ef al, 1975) 
and “‘no definite evidence of dementia” was elicited. On 
reassessment at age 53 he had amnestic, visual-spatial and 
organisational deficits, and scored only 25 out of 30 on the 
Mini-Mental State Examination, having an otherwise 
normal physical examination. A laboratory work-up for 
reversible causes of dementia was negative, although 
neuroimaging was deferred at the subject's request. The 
documented slow progression of cognitive deficits in this 
man is suggestive of AD, but alcohol-related complications 
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cannot be excluded as a primary or coexisting aetiological 
factor (or factors). Therefore, a diagnosis of possible AD 
has been made. 

Subject 0—7, previously a highly competent nurse, at age 
41 made a series of medication errors that necessitated 
additional training and supervision. However, job perform- 
ance was reported as satisfactory until age 43, when memory 
problems were first noted by co-workers. Increasing 
incidents related to recent-memory loss were documented 
over the next two and a half years and eventually led to 
a suspension of duty for jeopardising patient safety. During 
this period recent-memory loss was also first noted by family 
members. At age 47 she was referred to the Toronto General 
Hospitals Alzheimer's Disease and Related Disorders Clinic 
regarding the issue of medical disability. Detailed neurological 
and general physical examinations were negative except that 
bilateral palmomental reflexes were present. The neuro- 
psychological profile was one of above-average verbal 
intelligence and intact language and visual-spatial abilities, 
with mild deficits in cognitive processing speed and attention 
to complex cognitive sets as well as significant memory 
deficits for both verbal and non-verbal material. One 
year later, when she was 48, she and her sibling, subject 
0-8, underwent comprehensive evaluations. These will 
be reported in a forthcoming publication. In brief, on 
neuropsychological testing, deterioration since the previous 
year's assessment was particularly evident in both verbal 
and non-verbal memory and in concept formation. A 
diagnosis of probable AD has been made. 

Subject 0-8 was reported to be intellectually unimpaired 
when information concerning family members was initially 
collected. She was then aged 44. However, one year later, 
recent-memory loss was noted by family members, and a 
Mini-Mental State Examination done then confirmed mild 
amnestic deficits, with only one out of three objects recalled 
at five minutes. Definite deterioration has been noted 
subsequently, particularly in her ability to organise herself, 
retain recent information, and manage financial transactions 
in a family business. At age 46, the neuropsychological 
profile was one of intact language and visual-spatial 
abilities, mild but significant memory impairment and mild 
deficits in cognitive processing speed. In the absence of 
clinical or laboratory evidence of any other aetiology for 
the deficits, a diagnosis of possible AD has been made. 

A case report is added here on subject I-21, although 
the clinical diagnosis is at present particularly uncertain. 
She has a past history of significant alcohol intake that still 
consists of approximately 170g alcohol/day. Although 
initially reported by family members to be intellectually 
intact, she scored only 23 out of 30 on a Mini-Mental State 
Examination administered when she donated blood for 
molecular-genetic studies at the age of 54. At that time she 
showed deficits in both short-term memory and calculation 
abilities. Although she did not wish to undergo further 
investigation, she gave consent for her past medical records 
to be obtained. At the ages of 41 and 42 she required 
hospital admission and blood transfusions for severe 
anaemia that was apparently felt to be related to previous 
gastrointestinal bleeds, folate deficiency and alcoholism. 
It was noted then that she had ‘‘a poor memory and periods 
of confusion" and a diagnosis of ‘‘presenile dementia” 
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was queried. However, her husband reports that her 
memory has not deteriorated subsequently and that no other 
intellectual deficits, such as changes in language skills or 
geographical orientation, have been noticed. A diagnosis for 
her intellectual deficits remains uncertain, although alcohol- 
related aetiological factors must be strongly considered. 


Discussion 


The ascertainment of large multigenerational families 
with suspected autosomal-dominant inheritance for 
AD is crucial for the success of genetic-linkage 
studies designed to search for a ‘culprit’ gene. The 
individual case reports concerning the present family 
draw attention to the problems that are typically 
encountered in the diagnosis of AD within such 
extended pedigrees, and that complicate the interpret- 
ation of genetic-linkage data. In particular, variability 
in the sources, nature, and quality of available 
medical information contribute significantly to uncer- 
tainty in diagnosis of AD. 

Diagnosis of definite AD requires brain tissue 
confirmation; yet, in past generations, the neuro- 
pathological diagnosis of AD was relatively infre- 
quent. In a recent review of 88 FAD pedigrees, only 
136 of 533 apparently affected individuals, most of 
whom were deceased, had such a neuropathological 
diagnosis (St George-Hyslop et al, 1989). Similarly, 
only two of our subjects (II-8 and I-5) had brain- 
tissue confirmation of AD. It is notable also that, 
although autopsies are considered to be the ‘gold 
standard' for the diagnosis of definite AD (Alzheimer 
Disease and Associated Disorders, 1988), neuropatho- 
logical diagnostic uncertainties also exist (Henderson, 
1986). In one study, the agreement between the clinical 
and pathological findings in 22 patients with a diag- 
nosis of probable AD using the NINCDS-ADRDA 
criteria, ranged from 64% to 86% depending on the 
neuropathological criteria applied (Tierney ef al, 
1988). It has only been relatively recently that a 
neuropathology panel has proposed minimum micro- 
scopic quantitative requirements for AD diagnosis 
(Khachaturian, 1985). Autopsies, particularly those 
performed in past decades, therefore vary consider- 
ably in the neuropathological diagnostic criteria 
employed for AD and in the sophistication of their 
analyses. As the brain morphological changes of AD 
can occur in the normal aged, and pathologists may be 
biased towards a diagnosis of AD when dementia has 
been documented ante mortem, an autopsy diagnosis 
of AD is not always beyond dispute (Henderson, 
1986). This is exemplified by the recent re-diagnosis 
of a family with a variant of Gerstmann-Straussler 
Syndrome that was initially reported to have autopsy- 
confirmed FAD (Nochlin et al, 1989). 
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However, ambiguities in the neuropathological 
confirmation of AD pale by comparisor with ante 
mortem diagnostic uncertainties. The information 
needed to apply the NINCDS-ADRDA criteria for 
probable or possible AD includes a medical history; 
neurological, psychiatric and other clinical exam- 
inations; neuropsychological testing; and routine 
laboratory studies (McKhann ef al, 1984) - yet a 
10-20% diagnostic error rate still persists (Jochim 
et al, 1988; Ball 1991). Furthermore, it is not always 
possible to achieve a comprehensive evaluation on 
living affected individuals; for example, subject I-22 
in the family reported here has deferred neuro- 
imaging, and subject I-21, though allowing access 
to her previous medical records, declined current 
examination. The right of individual family members 
not to participate in proposed clinical and psycho- 
logical examinations must certainly be respected 
(Glass & Somerville, 1991), but incomplete evaluations 
obviously weaken the validity of assigned clinical 
diagnoses. The validity of a clinical diagnosis of AD 
is also affected by the presence of other disorders 
capable of impairing cognitive functioning. In subject 
I-22's case, the diagnosis was shifted from probable 
to possible AD because of his significant alcohol 
intake; alcohol was also a complicating historical 
factor in subject I-18. Ascertainment of coexisting 
medical problems is, of course, a necessary com- 
ponent in a comprehensive assessment process. 

The limitations of a diagnosis of AD based on 
poorly documented medical records or deeth certifi- 
cates are even more readily apparent (Silverman ef al, 
1986). In addition, as the conceptualisation of AD 
has changed over the years, with the diagnosis of 
AD now generally applied irrespective of age of 
onset, evolving terminology has complicated the 
interpretation of even well-documented medical 
records (Beach, 1987). Historically, many. diagnostic 
terms have been applied to individuals who would 
now be given diagnoses of AD; in the present 
family, the terms used include ‘‘invalid’’, ‘‘presenile 
dementia", **hardening of the arteries of the brain’, 
“senile debility", and ‘‘presenile dementia with 
cerebral atrophy" . Moreover, it is self-evident that 
reports by informants may be vague (e.g. concerning 
subjects III-7, II-3 and II-12) and, however 
inadvertently, misleading. It is somewhat reassuring 
that interinformant and inter-rater reliability of 
family history data obtained from knowledgeable 
informants of FAD families has been documented 
(Silverman et al, 1986, 1989), although this does 
not establish the diagnostic validity of such data. 
Misdiagnoses are quite frequently evident when 
conclusions based solely on information provided 
even by close relatives are compared with the 
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neuropathological diagnoses of cases of AD and 
other dementias (Kukull & Larson, 1989). More 
positively, within families in which an index case has 
autopsy-proven AD, there has been almost uniform 
autopsy confirmation of AD in other relatives with 
dementia detected by interview (Heston et al, 1981; 
Bird ef al, 1989). 

Subject I-21 illustrates another point that requires 
emphasis. Although not currently suspected to have 
AD, her mild cognitive deficits were not initially 
reported by family members. A potential for relatives 
not to recognise cognitive deficits, particularly subtle 
ones of early AD, suggests that perhaps all adult 
family members or at least those older than 2 s.d. 
below the mean age of onset of cognitive deficits 
within their family, should undergo formal cognitive 
assessment to determine presence or absence of early 
disease manifestations. Pragmatically, telephone 
screening may be a useful first step in such an 
assessment process (Welsh ef al, 1990). Even when 
subtle or mild cognitive deficits are detected, however, 
their diagnostic significance may not be clear. For 
example, with regard to subject 0—8's assigned diag- 
nosis, it was ambiguous as to whether the impairment 
present was sufficient to meet the NINCDS-ADRDA 
criteria for probable AD (McKhann ef al, 1984), 
which include deficits confirmed by neuropsycho- 
logical tests in two or more areas of cognition. The 
more conservative diagnosis of possible AD has 
therefore been assigned. 

Despite all the above caveats, there is convincing 
evidence that early-onset AD is prevalent in the 
family reported here. Furthermore, autosomal- 
dominant inheritance for the disease is suggested by 
(a) the rate of approximately 50% affected among 
offspring (who have reached the age of risk) of an 
affected parent, and (b) the presence of male-to-male 
transmission. A slight preponderance of affected 
females over affected males may well reflect the 
greater number of females within the family who had 
reached the age of risk, and does not exclude 
autosomal-dominant transmission. With such trans- 
mission, subjects III-8 and II-5 would almost 
certainly have been carriers of the gene concerned, 
although there is no reported history of intellectual 
deterioration in either of them. Subject II-5's death 
at the relatively early age of 48 is likely to have 
occurred before obvious clinical manifestations of 
the disease would have appeared. An early age of 
death (54 years) may have played a similar role in 
subject III-8's case, although a current lack of family 
informants knowledgeable for the years prior to her 
death makes the reported absence of intellectual 
deterioration in her less certain. The possibility of 
non-penetrance cannot be entirely excluded; at least 
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three groups of investigators (Bird et al, 1988; Fitch 
et al, 1988; Patel, 1989) have proposed that the 
absence of disease in putative obligate carriers in their 
reported pedigrees of FAD families represented 
examples of non-penetrance. Reports of identical 
twins discordant for AD (Renvoize ef al, 1986; 
Luxenberg ef al, 1987; Nee et al, 1987; Creasey et al, 
1989) have also raised the possibility of reduced 
penetrance for a FAD gene. As AD is probably 
causally heterogeneous (St George-Hyslop ef al, 
1990), it is important to note that the disease appears 
to ‘run true’ in the family reported here, with ages 
of onset of cognitive deficits and death relatively 
consistent in the affected individuals. 

In conclusion, despite the virtually inevitable 
diagnostic uncertainties, ascertainment of families 
with suspected autosomal-dominant inheritance for 
AD is extremely important in view of their potential 
valuable involvement in molecular genetic studies. 
The early age of onset of AD within the family 
reported here greatly facilitated accurate construction 
of the pedigree, as contrasted to families with late- 
onset AD, in terms both of more frequent survival to 
the age of risk and of less likelihood of the coexistence 
of other medical illnesses that may independently 
impair cognitive functioning. Immortalised lympho- 
blastoid cell lines have now been established on the 
three living individuals with suspected AD within the 
family presented, and on 30 currently unaffected 
members of the family. 

As with most other FAD pedigrees, the relatively 
few living affected individuals available for genetic 
testing currently limits the informativeness of this 
single family in the detection of linkage for a given 
DNA marker (Gusella, 1986). (For example, using 
an AD gene frequency of 0.0001 (St George-Hyslop 
et al, 1987), the marker D21S13 with allele frequencies 
of 0.71/0.29 (Gautrin et al, 1989) and only those 
individuals for whom blood samples are available, 
computer simulation (300 replicates) with the 
program SIMLINK (Ploughman & Boehnke, 1989) 
yields a maximum LOD score of 2.26 at a recombi- 
nation fraction of 0 20.0. This result is less than the 
LOD score of 3 generally required to establish 
linkage.) However, the potential for linkage analysis 
could improve dramatically. First, it may be possible 
to utilise DNA probes and the polymerase chain 
reaction (Imprain ef al, 1987; Shibata et al, 1988; 
Van Broeckhoven et al, 1990) on the fixed brain 
tissue which has been obtained on the two individuals 
with autopsy-proven AD and from a third unaffected 
family member. Second, presymptomatic diagnostic 
markers for AD may eventually enable the accurate 
identification of AD gene. carriers before clinical 
manifestations of the disease occur. Third, it 
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may become possible to extend the present pedigree 
by tracing currently unknown descendants of the 
siblings of subject III-7. Finally, current at-risk 
members of the family may subsequently develop the 
disease. The availability of more highly informative 
genetic markers will also increase the prospect of 
linkage being established within this single family 
(St George-Hyslop et al, 1989), as will the develop- 
ment of more appropriate statistical procedures than 
currently exist for assessing the significance of 
linkage between genetic markers and AD (Percy 
et al, 1991). In the interim, results of pending 
molecular genetic studies of the family will still be 
of value by their inclusion in a larger collaborative 
data set. However, in view of the likely aetiological 
heterogeneity of AD, both genetic and non-genetic, 
pooling data from a number of FAD pedigrees may 
Obscure detection of genetic linkage in a subset of 
pedigrees should negative data be contributed by 
pedigrees unlinked to the marker in question. 
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Phobic Disorders in the Elderly 


JAMES LINDESAY 


Sixty confirmed cases of phobic disorder identified In an urban elderly community sample 
were compared with 60 controls matched palrwise for age and sex. Cases reported higher 
rates of specific and non-specific neurotic symptoms, and all were assigned to a diagnostic 
CATEGO class, compared with seven of the controls. A past history of chronic psychiatric 
disorder other than phobia was commoner In the cases. Most cases had more than one fear; 
agoraphoblc main fears were predominantly of late onset and associated with moderate to 
severe social impairment, whereas specific main fears were associated with early onset and 
minimal social impairment. The onset of agoraphoblc fears In old age was attributed by most 
cases to an episode of physical Illness or other traumatic event. Increased rates of palpitations, 
dyspnoea, giddiness and tinnitus not attributable to anxiety were identified In the cases. Cases 
did not differ from the controls in socio-economic status, or in the number or quality of current 
Intimate confiding relationships, but they reported higher rates than controls of parental loss 
before the age of 18 years. Cases reported higher rates of contact with general practitioners, 
but only one was In contact with psychiatric services at the time of interview. Cases also 


reported recelving more help in personal care from family members. 


Phobic disorders are rare in clinical populations of 
elderly people. Neurotic disorders account for only 
a small proportion of psychiatric admissions after 
the age of 65 years (Office of Population Censuses 
and Surveys, 1983), and in out-patient and hospital 
casualty departments, anxiety disorders rarely present 
after the age of 40 years (Sheehan ef al, 1981; Thyer 
et al, 1985; Schwartz et al, 1987). In primary care, 
consulting rates for phobias peak at 25—44 years of 
age and fall steadily to less than one per 1000 patients 
at risk in those aged 65 years and over (Office of 
Population Censuses and Surveys, 1974, 1979, 1986). 

This is not due simply to low rates of phobic 
disorders in the general elderly population. Several 
community surveys have indicated that phobias are 
in fact one of the commonest psychiatric disorders 
among the elderly. In the United States Epidemiologic 
Catchment Area study, the overall one-month preva- 
lence rate of DSM-III phobic disorders in subjects 
aged 65 years and over was 4.8% (Regier ef al; 1988). 
A recent UK survey of an elderly community found 
that the one-month prevalence rate of phobic 
disorders (including depressed cases) was 10.0% 
(Lindesay et al, 1989). 

It appears that although phobic disorders do occur 
in the elderly, they do not pass easily through the 
various ‘filters’ on the pathway to psychiatric care 
(Goldberg & Huxley, 1980). It may be that they do 
not present to the health services (Shapiro et al, 1984) 
or, if they do, they are not recognised for what they 
are. To what extent are phobic disorders an important 
cause of hidden morbidity in the elderly? Decisions 
about the clinical importance of a condition tend to 


be arbitrary for the common neuroses (Kreitman, 
1989), and are based on judgements about factors 
such as frequency, distress, disturbance of function- 
ing, co-morbidity with other mental and physical 
disorders, treatability, preventability, and the use of 
services. Community-based surveys suggest that 
phobic disorders in the elderly are potentially 
important by virtue of their frequency, but they 
provide little other information upon which to make 
this judgement. 

This paper reports the findings of a case-control 
study of confirmed cases of phobic disorders identi- 
fied in the Guy's/Age Concern Survey of an urban 
elderly community sample (Lindesay et al, 1989). 
This study investigates the clinical importance of 
these disorders, and evaluates the role of socio- 
economic and psychosocial factors in their aetiology. 


Method 


The aims of this study were to describe the characteristics 
and correlates of phobic disorders in the elderly, and to 
identify possible aetiological factors. In studies of correlates 
of a disorder, it is important that the case-ascertainment 
process is as free of error as possible, since false-positive 
and false-negative cases will confound the findings (Robins, 
1985). This problem can be overcome either by excluding 
mild and borderline cases from the analysis of survey data, 
or by a clinical follow-up of the screen-positive cases to 
establish a sample of true positives. In this study, a follow- 
up case-control design was used. 

All the subjects were drawn from the sample of 890 elderly 
people interviewed for the original survey. The method of 
this survey is described in detail by Lindesay ef al (1989). 
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It 15 a principle of the case-control strategy that the case and 
control groups must have the same inclusion and exclusion 
criteria, apart from the presence or absence of the disorder 
in question (Schwartz & Link, 1989). In this study, subjects 
scoring three or more on the organic brain syndrome (OBS) 
scale of the Comprehensive Assessment and Referral 
Examination (CARE; Gurland ef al, 1977) in the original 
survey were excluded from both groups in order to reduce 
possible recall bias, but the presence of depression (a score 
of 8 or more on the CARE depression (D) scale in the 
survey) was not an exclusion criterion from either group. 

The cases were drawn primarily from the 89 subjects 
identified as cases by the survey phobia screen (Ph+). In 
this study, only subjects scoring 1 or 2 on the Present State 
Examination (PSE; Wing et al, 1974) for situatianal anxiety, 
social,anxiety or specific anxiety on reintezview were 
included as cases. All cases therefore met the criteria for 
PSE-cATEGO syndrome SA (situational anxiety) at the + 
or ++ level of severity, that 1s, autonomic anxiety 
associated with particular situations or objects. 

The controls were drawn from the survey subjects 
screened as non-phobic (Ph — ). In view of the substantial 
sex difference in prevalence estimates of phobiz disorders 
found in the original survey, the control subjects were 
individually matched to the cases by sex. Furthermore, to 
ensure that the control subjects had similar ‘person-time’ 
experience (exposure opportunity) as the cases, they were 
also individually matched to the cases by yeaz of birth. 
Where there was no exact match for year of birth among 
the controls, a subject of the same sex whose age was closest 
to the index case was chosen. Controls were not matched 
on any other variables. 

This case-control study was the second part of a two- 
stage investigation, so it was important that screen-negative 
case-positive subjects were eligible for inclusion as cases, 
and screen-positive, case-negative subjects for inclusion as 
controls (Schwartz & Link, 1989). Accordingly, controls 
who met the study's case criteria for phobic disorder on 
reinterview were enrolled, as cases, and new controls for 
both the original and the new case were selected. Similarly, 
Screen-positive survey subjects who did not meet the study’s 
case criteria were available for selection as controls. 


The interview 


The follow-up interviews for this study were conducted by a 
psychiatrist in the subjects’ homes and at their convenience. 
If an immediate interview was not possible, an appointment 
was offered. Up to six home visits were made before the 
attempt at contact wàs abandoned. 

Subjects' psychiatric status in the three months before 
follow-up was examined using the PSE. This instrument was 
used in order that generally comparable information about 
diagnosis and case severity could be obtained from the 
associated CATEGO and index of definition (ID) algorithms 
(Wing, 1976). Howcver, the section of the PSE dealing 
with autonomic anxiety is not very detailed, and in this study 
it was replaced with an augmented section dealing with 
phobias developed by Brown ef al (1985). This includes a 
check-list of agoraphobic and specific phobic stimuli (see 
Table 2), and ratings of the severity and avoidance 
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associated with each of the fears present. Standard PSE 
ratings of autonomic anxiety were also derived from these 
items, and these were used for case definition, and in the 
subsequent analyses involving CATEGO and ID. The cases 
were also asked about their age at the onset of their phobias, 
and about their recall of any precipitating factors. 

The use of diagnostic criteria in recording personal and 
family psychiatric history data helps to minimise the 
inevitable under-reporting, and leads to greater sensitivity 
(Andreasen et al, 1977). The overall personal psychiatric 
histories of subjects were therefore assessed and rated 
according to the Family History-Research Diagnostic 
Criteria (FH -RDC) (Endicott et al, 1977). These are similar 
to the criteria used for directly examined subjects (Spitzer 
et al, 1975), but they take into account subjects’ inability 
to provide detailed information about their own or others’ 
past psychiatric disturbance. 

Physical health was assessed using a detailed semistructured 
schedule based on that devised by Murphy & Brown (1980) 
and adapted for an elderly population. This schedule is 
designed to assist a medically trained interviewer elicit a 
full routine geriatric medical history, and includes 20 items 
about recent symptoms covering all the major physical 
systems (see Table 4). These symptoms were recorded if 
they were current, or present less than three months before 
interview. Symptoms were recorded as present only if their 
severity was such that the interviewer would not have been 
surprised had they presented to a general practitioner 
(whether or not a general practitioner had been consulted 
by the subject). Where a symptom was present, further 
inquiry was made to determine whether it was secondary 
to or associated with subjective anxiety. 

Also recorded were occupational class (Office of 
Population Censuses and Surveys, 1970), household compo- 
sition (living alone/with others), household tenure (owner 
occupier/other), and car ownership by household. The 
occupation determining social class was the last before 
retirement, either the subject’s in the case of men and single 
women or the spouse’s for married and widowed women. 

The subjects” view of whether or not they currently had an 
intimate confiding relationship was elicited using items from 
the Bedford College Life Events and Difficulties Schedule 
(Brown & Harris, 1978). An intimacy rating was derived 
as follows: ‘A’ indicates a close, confiding relationship with 
a spouse or other next-of-kin living in the same household; 
a rating of ‘B’ or ‘C’ indicates another sort of confidant, 
seen regularly but less often; ‘D’ indicates no confidant. 

Subjects were also asked their age at death of or 
separation from their father and mother. Losses of one or 
more parents by death or marital separation were recorded 
as ‘early’ if they occurred before the age of 18 years. 

Subjects were also asked about the nature and frequency 
of any recent contacts with psychiatric and primary care 
services. Information about regular contacts with social 
services and about informal care by relatives was obtained 
from subjects’ responses to the original survey interview. 


Statistical analysis 


Data were analysed using SPSS/PC + (1986). In the results, 
x! tests include Yates’ correction, and Mann-Whitney 
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tests are corrected for ties. Where appropriate, relative 
effects were estimated using the Mantel-Haenszel odds 
ratio, and 95% confidence intervals (CIs) were derived 
using the standard approximate method (Rothman, 1986). 
In the matched-pairs analysis of dichotomous variables, x^ 
and P values for odds ratios were derived from McNemar's 
test for matched proportions with correction for continu- 
ity. 


Results 


Not all the screen-positive cases of phobic disorder identified 
in the survey were either eligible or willing to be cases in 
this follow-up study. Three of the 89 Ph-- cases were dead 
at follow-up, and four were excluded because they had OBS 
scores of three or morc. Of the 82 eligible Ph-- subjects 
remaining, seven refused to be interviewed and eight could 
not be contacted, giving a response rate of 82%. At follow- 
up 14 of the 67 remaining Ph+ subjects interviewed were 
found to be false positives, most of whom had phobic 
symptoms but did not meet the case criteria for inclusion 
in this study. Seven of the 67 Ph — controls interviewed 
were false negatives. Consequently, 60 cases and 60 controls 
were identified for inclusion in this study. 

The group matching for sex was exact, with 50 women 
and 10 men in both groups. This sex ratio was similar to 
that among the Ph+ subjects in the original survey (4.9: 1). 
Exact matching for year of birth was not possible, but the 
age distributions of the two groups were very similar, the 
mean age (s.d.) being 71.9 (5.1) years for the cases and 71.8 
(5.3) years for the controls. This age distribution closely 
matched that of the survey Ph+ subjects (73.0 (5.7) years). 
The only sociodemographic difference found between the 
groups was a lower rate of childlessness in the cases 
Q0 5.05; P«0.05). 

The mean (s.d.) interval between the initial survey 
interview and the follow-up interview was 7.9 (4.0) months 
for the cases and 7.9 (3.5) months for the controls. 


Present psychiatric status 


Figure 1 shows the PSE syndromes present at either the 
+ or the + + level of severity in the case and control 
groups, in order of their prevalence rate in the case group. 
Syndromes absent from both cases and controls have been 
omitted from Fig. 1, together with situational anxiety, which 
was present by definition in all of the cases and none of 
the controls. Worrying and general anxiety were the most 
significantly elevated syndromes in the cases compared with 
the controls. Three syndromes associated with depression 
(SD, OD, ED) were significantly commoner in tbe cases. 
Delusional and hallucinatory syndromes in these subjects 
were not common; they occurred in association with severe 
depressive disorders in the cases, and as the result of ethnic 
or religious subcultural beliefs or age-related organic visual 
impairment in the controls. The mean total PSE score was 
8.6 for the cases and 1.5 for the controls (zz 7.61; 
P«0.0001) (Table 1). This difference was due to the 
differences between the groups in the subscores for specific 
and non-specific neurotic syndromes. 
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Fig. 1 Percentage of cases ( Bl , n= 60) and controls (L1, 5-60) 
scoring at the syndrome level on PSE/cATEGO items WO (worrying, 
P<0.001, x= 11.18), TE (tension, P<0.05, 7 = 6.34), SD (simple 
depression, P<0.01, X= 8.8), SU (social unease, P<0.01, Fisher’s 
exact test, one tailed), GA (general anxiety, P<0.001, Fisher's exact 
test, one tailed), IC (loss of interest and concentration, P<0 01, 
Fisher’s exact test, one tailed), OD (somatic symptoms of depression, 
P«0.01, Fisher's exact test, one tailed), LE (lack of energy), ED 
(special features of depression, P«0 01, Fisher's exact test, one 
tailed), IT Grritability), HY (hypochondriags, P«0.01, Fisher's 
exact test, one tailed), IR (ideas of reference, P<0.05, Fisher's exact 
test, one tailed), DE (depersonalisation), OR (organic impairment}, 
ON (obsessional neurosis), VH (visual hallucinations), NG (self- 
neglect), RS (residual syndrome), DD (depressive delusions and 
hallucinations), HT (hystena), AH (auditory hallucinations), SL 
(slowness), SC (subcultural delusions). 


Table 1 
Total PSE scores and Index of definition of the cases 
and controls 





Cases Controls P 
(n=60) (n=60) 
Mean (s.d.] total 8.6 (8.4) 1.6 (3.6) <0 0001 
PSE score 
Index of defmition: 
no. (96) of subjects 
1 O 41400) 39 (650) 
2 18 (30.0) 13 (217) 
3 7 (11.4) 2 (33 
4 11 (83 2 (33) nae) 
b 18 (30.0) 3 (5.0) 
6+ 6 (10.0) 1 (1.7) 


Table 1 shows the levels of ID derived from the PSE 
scores of the cases and controls. There was a significant 
difference between the groups, with 35 of the cases achieving 
an ID of 4 or more, compared with only 6 of the controls 
(2763.1; d.f. —5; P«0.001). 
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r Tabie 2 
Numbers (96) of cases with particular fears, associated phobic symptoms and main fears In the three months 
before Interview 








Fear Present Exposure associated Avoidance Main fear 
with autonomic anxiety 
Situational 
Public transport 36 (60.0) 18 (26.7) 31(61.7) 2 (3.3) 
Crowds 25 (41 7) 17 (28.3) 19 (31 7) 3 (5.0) 
Enclosed spaces 21 (35.0) 12 (20.0) 18 (30 0) 701.7) 
Walking alone 21 (35.0) 10 (16.7) 13 (21.7) 2 (3.3) 
Going away from home 18 (30.0) 8 (13.3) 17 (28 3) 11 (18.3) 
Being alone at home 14 (23 3) 1 (1.7) 6 (10.0) 1 0.7) 
Open spaces 4 (8.7) 2 (3.3) 4 18.7) o (0.0) 
Other 6 (10.0) 4 (8.72 5 (8.3) 2 (3.3) 
Social 
Public gatherings 8 (13.3) 1 (1.7) 7017) O (0.0) 
Eating in public 701.7) 1 (1.7) 5 (83) O (0.0) 
Speaking to groups b (8.3) 2 (3.3) 4 (8.7) 0 (00) 
Person in authority 1 (1.7) o 10.0) 1 0) O (0.0) 
Spectfic 
Animals/insects 27 (450) 11 118.3) 19 (31.7) 10 (16 7) 
Heights 24 (40.0) 12 120.0) 23 (38.3) 12 (20.0) 
Thunderstorms 14 (23.3) 6 (10.0) O (0.0) 3 (6.0) 
Blood/injury 10 (16.7) 4 (6.7) 6 (10.0) - 3 (5 0} 
Other 8 (10.0) 5 (8.3) 5 (8.3) 4 (6.7) 


All of the cases were assigned one or more diagnostic 
CATEGO subclasses and classes, whereas only eight of the 
controls were assigned to equivalent subclasses and seven to 
equivalent classes. Of the cases, 44 were assigned to CATEGO 
subclass PN+ and 39 to class A+. CATEGO employs 
hierarchical diagnostic criteria, and five PN+ cases were 
eventually classified as N+ (‘neurotic depression"). In all, 19 
of the cases were classified as depressed (CATEGO N+/D+) 
compared with four of the controls (37 — 10.54; P.« 0.01). 

The particular fears expressed by the cases ace given in 
Table 2. The four fears associated with the highest rates 
of autonomic anxiety and/or avoidance in the three months 
before interview concerned public transport (36 subjects), 
animals (27), crowds (25), and heights (24). Autonomic 
anxiety following exposure to a feared situation or object 
in the three months before interview had occurred in 57 
of the cases, and 59 described secondary avoidence (in 19 
cases this was generalised). A small number of tbe controls 
also had particular situational and specific fears, but only 
three subjects described any avoidance, and th:s was not 
generalised. By definition, no controls had fears associated 
with autonomic anxiety. 

More than one fear was reported by 52 of the cases 
(mean (s.d.) 4.2 (2.6) ). These 52 subjects were asked to 
identify one *main fear' and, as Table 2 shows, the four 
commonest main (or only) fears concerned heights (12 
subjects), going away from home (11), animals (10), and 
enclosed spaces (7). In 28 cases the main fear identified 
was agoraphobic, and in 32 it was specific. In no case was 
a social anxiety identified as the main fear. 

Of the 28 cases with agoraphobic main fears, 23 had an ID 
of 4 or more, compared with 12 of the 32 with specific main 
fears (3? 10.48; d.f.=1; P«0.01). Nineteen of the 28 


cases with agoraphobic main fears were judged by the 
interviewer to be moderately or severely socially impaired 
(PSE item 106), compared with seven of the 32 with specific 
main fears (x? 13.44; d.f.=3; P« 0.01). 


Onset 


In 18 cases, the reported onset of the main fear was after 
the age of 65 years. Seventeen of the 28 with agoraphobic 
main fears were of late onset, compared with only one of 
the 32 specific main fears (x7 = 8.86; d.f. 1; P« 0.01), 22 
of which had had their onset in childhood (before 18 years). 

Overall, 34 cases attributed the main phobia to a 
particular event (Table 3). The rate of recall associated 
with agoraphobia was higher than that associated with 
specific phobias (x7= 14.15; P« 0.001). Among subjects 
who acquired their phobia after the age of 65 years, an 
episode of physical illness was the commonest event identified 
as the cause. The illness events reported by the cases 
included myocardial infarction, fractures, cerebrovascular 
accident (CVA), the sudden onset of visual impairment, 
and elective surgical procedures such as transurethral 
resection of the prostate and hysterectomy. The subject with 
a late-onset specific phobia (fear of getting into the bath) 
acquired this in hospital following a CVA. In four cases 
late-onset agoraphobic fears were attributed to other 
traumatic exposures (muggings, a fall at home, being 
trapped in a lift). 

Two cases gave a history of panic attacks in association 
with late-onset agoraphobia and concurrent depression. For 
two further cases who did not identify any cause for their 
late-onset fears, it was apparent on interview that their 
phobic syptoms developed in association with a severe 
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Table 3 
Attnbuted cause of phoblas by main fear and age at onset: numbers (96) of cases 
Main fear 
Agoraphobic Specific 
onset before 65 years onset after 65 years onset before 65 years onset after 65 years 
Physical illness event 1 (9.1) 11 (64.7) O (0.0) O (0.0) 
Other traumatic exposure 3 (27.3) 4 (23.5) 10 (32.3) 1 (100.0) 
Other 3 (27.3) 0 (0.0) 1 (3.2) 0O 10.0) 
Not known 4 (36.4) 2 (11.8) 20 (84.5) 0 (00) 
Total 11 17 31 1 


depressive disorder. In the other depressed subjects (CATEGO 
N+/D+), the depression was judged to be secondary to 
the phobia in five, and in 10 it was not possible to make 
a judgement. 

Among the 42 cases who acquired their main phobia 
before the age of 65 years, 14 were attributed to traumatic 
events and four to other experiences, such as chronic 
stressors and vicarious exposure. The traumatic experiences 
reported were: accidents and/or entrapment in four cases; 
heights in three cases; panic in a public place leading to 
agoraphobia in two cases; thunder in two cases; and one 
case each of physical illness (myocardial infarct at age 61 
years), rats and fire. Chronic stressors were reported as the 
cause of agoraphobia by three subjects; they were ‘travelling 
to work’, ‘crime’ and ‘World War II’. There was one report 
of a blood/injury phobia after viewing physical trauma on 
television. 


Personal psychiatric history 


Overall, 22 of the cases had a positive history of one or 
more episodes of psychiatric disorder (RDC-FH criteria) 
other than phobic disorder, compared with nine of the 
controls (x^ = 6.26; P<0.05). As Table 4 shows, the com- 
monest RDC-FH categories identified in the cases were 
depression in 11 and ‘other psychiatric disorder’ in 10. 
Disorders included in the latter category were generalised 
anxiety, paranoid states, and non-specific reactions to 
adverse events. None of the controls reported a history of 
phobic disorder. Past psychiatric disorders were more likely 
to be chronic (lasting more than one year) in the cases than 
the controls (Fisher’s exact probability (two-tailed) = 0.04). 
Of the 17 cases with late-onset agoraphobia, 12 also 
reported one or more long-standing specific fear. In most 
cases these were mild and non-problematic at the time of 
interview; PSE criteria were met in only two cases. ' 


Physical health 


Table 4 also sets out the current physical symptoms 
identified in the cases and controls. Within the case group, 
there was no significant difference (P< 0.01) between those 
with agoraphobia and specific phobias in any of the physical 
symptoms, and there were no significant sex-specific 
differences between the cases and controls. Overall, the rates 
of physical symptoms were higher in the cases than the 
controls, with nine such symptoms being identified in 18 


or more of the cases (Table 4); only joint pain was reported 
by 18 or more controls. Excluding symptoms judged 
secondary to or associated with anxiety, the increased rates 
of palpitations, dyspnoea, giddiness and tinnitus among 
cases are significant. 

More cases than controls (8 v. 4) were afraid of falling 
in the absence of support, but this was not significant. 
There was no association between psychotropic medication 
and a recent history of falls in these subjects. 


Socio-economic and psychosocial factors 


Table 5 shows the relationship between phobic disorder and 
occupational class. The incremental odds ratios provided 
no evidence for a gradient relating phobic disorder to either 


Table 4 
Personal psychiatric history (RDC-FH) and current physical 
symptoms: numbers (%) of cases and controls 


Cases Controls P 
RDC-FH disorder 
None 38 (63.3) 61 (86.0). <0.05 
Depression 11 (18 3) 3 (5.0) «0.05 
Alcoholism 107 0 (0.0) NS 
Other 10 (18.7) 8 (10.0) NS 
Current physical symptoms 
Palpitations 26 (41.7) 6 (10.0) <001 
Chest pam 13 (21 7) b (8.3) NS 
Ankle oedema 20 (33.3) 10 (16 7) NS 
Dyspnoea 31 (51.7) 8 (13.3) «0001 
Cough 12 (20.0) 8 (13.3) NS 
Dysphagia 8 (13.3) O (00 «001 
Abdominal paln 17 (28 3) 6(100 «0.01 
Altered bowel habrt 24 (40.0) 9 (15.0) <0.01 
Nausea/vomiting 15 (25.0) 6 (10 0) NS 
Incontinence 8 (13 3) 4 (6.7) NS 
Giddiness 22 (36 7) 6(100) «0.01 
Paraesthesia 18 (30.0) 12 (20 0) NS 
Headache 17 (28.3) 9 (150) NS 
Faints/blackouts 4 (6.7) 2 (3.3) NS 
Impaired vision 18 (30.0) 11 083) NS 
Impaired heanng 14 (23.3) 14 (23.3) NS 
Tinnitus 10 (16.7) 0 (00) «0.01 
Jomt swelling 23 (38.3) 11083) «006 
Jont pam 37161.7) 28 (48.7) NS 
Falls b (83) 4 (6.7) NS 
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Table 5 
Association between phobic disorder and occupational class, and between phoblc disorder and intimacy 
Risk factor Numbar of casas Number of controls Odds ratio (95% CI) 
incremental relative! 
Occupational class 
lll non-manual 10 11 - 1.0 (0.3-3.4) 
Ili manual 38 30 1.4 1.4 (0.5-3.7) 
WN 10 18 0.6 0.7 (0.2-2.2) 
other 2 3 1.0 0.7 (0.1-5.3) 
intimacy 
Total sample 
A 27 23 - 1.0 (0.5-2.2) 
B 17 21 0.7 0.7 (0.8-1.6) 
C 12 11 1.3 0.8 (0.3-2.5) 
D 4 5 0.7 0.7 (0.2-2.8) 
Casa index of definition 5-4 
A E 8 1.0 {0.3-3.8} 
B 9 8 1.0 1.0 (0.3-3.8) 
C 5 5 0.9 0.9 (0.2-4.2) 
D 1 3 0.3 0.3 {0.3-3.4} 


1. For occupational class, relatrve to class ili non-manual, for intimacy, relative to A 


higher or lower class. Class HI (manual) showed the highest 
risk relative to the reference class (HI non-manual), but the 
95% CIs did not suggest that this was a substantial effect. 
Similarly, matched-pair analysis of the relationship between 
phobic disorder and the other socio-economic indicators 
examined did not demonstrate any statistically significant 
or substantive-association: the odds ratio (95% CIs) for 
phobic disorder associated with household composition was 
0.6 (0.3-1.2), with household tenure was 0.8 (0.4-1.9), and 
with car ownership was 1.2 (0.5-2.4). Within the case 
group, subjects with agoraphobia and specific phobia did 
not differ on any of these variables. 

The case and control groups did not differ in the number 
or quality of intimate confiding relationships reported at 
the time of interview, and there was no evidence of a 
gradient relating phobic disorder to intimacy (Table 5). 
Since vulnerability factors such as the nature of relationships 
increase the risk of only the more severe disorders (Brown, 
1981), the 24 cases with an ID of 5 and over were compared 
with their paired controls (Table 5). Controlling for severity 
did not demonstrate a substantive association with intimacy, 
but there was a relationship between phobic disorder and 
higher rates of intimate relationships in the more severe cases. 

Table 6 shows the numbers of cases and controls 
reporting loss of one or both parents by death or separation 
before the age of 18 years. Twenty-two of the cases reported 
the early loss of one or both parents by death, compared 
with six of the controls. The odds ratio for photic disorder 
associated with early loss of one or both parents by death 
in this sample was 5.0 (P « 0.01), and this association was 
due principally to early paternal deaths (odds ratio — 3.5; 
P<0.05). Early parental loss due to divorce and separation 
was less common in this sample, and there was no 
association with phobic disorder. In fact, this form of 
parental loss was commoner in the control group. 

Overall, 24 of the cases reported separation from one 
or both parents by death or marital breakdown in early 


life, compared with 12 of the controls. The odds ratio 
for phobic disorder associated with early loss of one or 
both parents for any reason was 3.0 (P« 0.05). There 
was no specific association between phobic disorder 
and loss of parent by death or marital breakdown. 

The role of sex as an effect modifier of this association 
was examined. With regard to early loss of either or both 
parents for any reason, the ratio of discordant pairs (case 
exposed : control exposed) among women was 17 : 3 (5.7), 
compared with 3:1 (3.0) among men (Fisher's exact 
probability (two-tailed) = 1.0), indicating that sex was not 
a significant effect modifier in this respect. Similarly, no 
effect modificatian attributable to subject sex was apparent 
in relation to either early loss of father (Fisher's exact 
probability (two-tailed) - 1.0) or mother (Fisher's exact 
probability (two-tailed) — 0.84) for any reason. Early parental 
loss was not associated with age of onset of phobic disorder 
in the cases. 


Use of services 


Eleven of the cases had received in-patient psychiatric 
treatment at some time, compared with only one control 
(Fisher's exact probability (two-tailed) = 0.004). Only 
two cases had ever received any form of treatment 
specifically for their phobic disorder, and none had 
ever received a programme of behaviour therapy for phobic 
disorder. 

At the time of interview, 19 of the cases and seven of 
the controls had been prescribed some form of psychotropic 
medication (x? — 5.94; P<0.05). The modal class of psycho- 
tropic drug prescribed was a benzodiazepine hypnotic in 
both groups. None of the controls was taking any major 
or minor tranquillisers during the day. No cases were 
receiving any other form of treatment for phobia at the 
time of interview. 
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' Table 6 
The distribution of cases of phobic disorder in association with early parental loss 
" Concordant pairs Discordant pairs Odds ratio i 
both nelther case control (9596 CI) x P 
Death 
father only ; (00 42 14 4 3.5 (1.2-9.9) 4.60 <0.05 
mother only 0. 52 8 2 . 3.0 (0.7-13.8) 1.13 NS 
erther or both parents 2 34 20 4 5.0 (1.9-13.1) 9.38 «0.01 
Divorce/separation 0 62 2 6 0.3 (0 O-1.5) 1.13 NS 
Any loss ‘ 
father only 1 37- 15 7 2.1 (0.9-8.1) 2.23 NS 
fnother only ’ 0 61 6 3 2.0 (0.5-7.8) 0.44 NS 
6 30 18 8 30 (1.3-7.2) 5.04 <0.05 


erther or both parents 


Thirty-three of the cases had been in contact with their 


general practitioner for some reason in the month before ' 


interview, compared with 20 of the controls (x?— 4.87; 
P« 0.05). This difference was due to a higher rate of regular 
consultations by the cases compared with the controls. Cases 
did not differ significantly from controls with regard to the 
frequency of visits from social workers or home-helps in 
the month before the survey. Twenty-nine cases reported 
receiving help on one or more care tasks from family 
members (either in the same household or living separately) 
in the month before the survey, compared with 17 of the 
controls (42— 4.27; P<0.05). 


Discussion 


This study provides a detailed picture of the 
characteristics of phobic disorders in an elderly 
community sample. Before discussing these, however, 
it is necessary to consider any factors that might 
affect the extent to which the cases are representative 
of phobic disorders in this population, and the 
quality of the matching of age and sex between cases 
and controls. The cases were drawn primarily from 
the Ph+ subjects identified in the survey (Lindesay 


et al, 1989), so the possible sources of error and bias’ 


at this first stage also apply here. Briefly, the survey 
sample was broadly representative of the target 
population, and the identification of phobic cases 
by the structured schedule was not significantly biased 
to be over- or underinclusive. Survey Ph+ subjects 
with a CARE OBS score of three or more were 
excluded from the follow-up study, so these findings 
may not be applicable to cognitively impaired elderly 
people with a phobic disorder. The non-response 
due to death, refusal and lack of contact in 18% of 
the Ph+ subjects is another possible source of bias. 

The false positives and false negatives identified 
at follow-up were due in part to the different criteria 
used to define cases for inclusion in this study. On 
the:one hand these criteria were narrower, since fears 
had to be actually or potentially accompanied by 
autonomic symptoms; on the other, the restrictiveness 


criterion of the survey definition was not applied to 
instances of phobic avoidance in this study. Other 
false positives were subjects whose ‘fears’ were 
judged on follow-up to be merely proper caution 
associated with severe disability. Other false negatives 
were Ph— subjects who had not volunteered their 
phobias when asked about ‘other fears’ at the initial 
interview, but who had responded to the more 
extensive list of potential phobic stimuli in the current 
survey schedule. The majority of these phobias 
concerned heights, and the sufferers were not impaired. 
Although several months had elapsed between the 
initial interview and the follow-up in some cases, no 
subjects were deemed false negative or false positive 
as a result of having developed or recovered from 
a phobic disorder between interviews. 

Overall,, the age distribution and sex ratio of the 
case group closely resembled those of the Ph+ 
subjects in the survey. The matching of the cases and 
controls for age and sex was close, so the potentially 
confounding effects of these variables in the analyses 
was adequately controlled. 


The characteristics of phobic disorders in the elderly 


Subjects in the case group reported a wide range of 
fears. Many of the commonest fears (of animals, 
heights, enclosed spaces) were similar to those 
identified by Agras et al (1969) as ‘long-lived’ in their 
general adult survey of fears and phobias. In this 
sample, public transport was one of the fears most 
commonly associated with autonomic anxiety and 
avoidance, and journeys away from homé were one 
of the commonest *main fears'. Travelling was the 
fear most-frequently reported by the original survey 
sample (Lindesay et al, 1989), which suggests this is 
an important cause of anxiety in the urban elderly. 

` In most cases, more than one fear was identified. 
However, if the cases were classed as either agora- 
phobic or specific according to the nature of the main 
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fear, it was apparent that these groups differed in 
several important respects, supporting the validity 
of this nosological distinction in this age group. In 
cases in which the main fear was specific in nature, 
its onset was usually in childhood or early adult life, 
and few subjects were more than mildly socially 
impaired. By contrast, the majority of agoraphobic 
main fears were of late onset (after 65 years), and 
many were associated with moderate to severe social 
impairment. This difference was also reflected in the 
higher levels of ID *caseness' in subjects with late- 
onset fears. Only a few cases in this study could be 
described as young agoraphobics grown old. 

In addition to phobic anxiety, the cases lso had 
higher rates of other specific and non-specific neurotic 
symptoms than the controls, in particuler those 
associated with generalised anxiety and depression. 
This confirms the finding of the original survey that 
approximately a third of cases of phobic disorder are 
also depressed; the hierarchical CATEGO classification 
assigned a diagnosis of depression (D+ or N+) to 
19 of the 60 cases. However, the hierarchical 
assumptions of classifications such as CATEGO, in 
which depression takes precedence over anxiety 
disorders, were not supported by this study, since 
in only four cases was the phobic disorder judged 
by the interviewing psychiatrist to be secondary to 
a concurrent episode of depression. By contrast, 
concurrent depression was judged secondary to the 
phobic disorder in six cases. 

The association between phobic disorder and 
depression is complex and incompletely understood. 
While this study suggests that most phobic disorders 
in the elderly are not secondary to depression 
apparent at the time of interview, it is possible that 
anxiety symptoms may have arisen during a past 
episode of depression, and then persisted after it 
resolved (Blazer et al, 1989). The increased history 
of depression in the cases compared with the controls 
would be consistent with this possibility, but the 


temporal association between depressive episodes 


and the onset of phobias was not examined. 

Not surprisingly, cases with late-onset phobias were 
more likely to recall the circumstances surrounding 
the onset of their fears. In most instances, the 
late-onset agoraphobics attributed their fears to 
episodes of physical illness or other traumatic events 
such as falls and muggings. Only two of these late- 
onset cases gave a history of associated panic 
symptoms, which does not support the notion that 
agoraphobia is a conditioned reaction to sudden 
unexplained panic attacks (Tearnan ef al, 1984). 
However, this view has been challenged, since 
agoraphobia without a history of panic symptoms 
has been reported in epidemiological studies of 
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general adult community populations (Weissman 
et al, 1986). While it is possible that the absence of 
any history of panic symptoms associated with late- 
onset agoraphobia in these subjects is due to recall 
bias, misattribution of symptoms or marked avoidance, 
the evidence from this study suggests that other 
experiences, notably episodes of physical illness, are 
the major precipitants of agoraphobia in the elderly. 
If so, then the identification and rehabilitation of 
elderly medical and surgical patients at risk may be 
an effective preventive strategy. Features such as a 
history of specific fears, generalised anxiety or 
depression may be useful indicators of vulnerability. 

For the most part, elderly subjects with early-onset 
phobias who recalled the onset of their phobia 
attributed it to similar experiences to those reported 
by younger groups: that is, onset following traumatic 
exposure to specific stimuli (heights, animals, enclosed 
spaces), panic in a public place, or in association with 
a non-specific chronic stressor (Snaith, 1968). 


Physical symptoms 


Although the physical symptoms in this study were 
rated by a medically trained interviewer and met a 
clinical criterion of severity, it should be borne in mind 
that these ratings were based largely on the subjects’ 
self-report. They were not confirmed by physical 
examination, laboratory tests, or collaborative history 
from medical records. Ideally, in studies of this sort 
the assessments of physical and psychiatric status 
should be carried out by separate investigators; in 
this instance, however, both were assessed by the 
same individual, and this may be a source of bias. 

With regard to physical symptoms, the findings 
of this study differ somewhat from those of the 
original survey (Lindesay, 1990). For example, 
specific phobias identified in the survey were not 
associated with an excess of physical health problems, 
but in this study the rates of certain physical 
symptoms and diagnoses were increased in cases with 
primarily specific fears. These differences may be 
due to the different case criteria employed, or they 
may reflect the different methods used to assess 
physical health. This study did confirm the survey 
finding that cardiovascular and respiratory symptoms 
were associated with phobic disorder. 

There are several possible explanations for the 
association between phobic disorder and physical 
illness in the elderly: for example, somatic anxiety 
symptoms, hypochondriasis, physical illness as a 
threatening event, physical illness as a factor increas- 
ing vulnerability to other threats, or physical illness 
as the result of anxiety-related physiological changes 
or behaviour. In the general adult population, the 
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association between physical morbidity and anxiety 
disorders appears to develop more rapidly than that 
between physical morbidity and other psychiatric 
disorders (Wells et al, 1989), indicating that the 
causal mechanisms involved are relatively direct and 
immediate, such as somatic anxiety symptoms, or 
the development of a phobic disorder following a 
physical health event. However, in the elderly it is 
likely that the more indirect and delayed causal 
mechanisms are also important, since they will have 
had greater opportunity to express themselves in this 
age group than they would in younger adults. In this 
study, there was evidence for both direct, immediate 
causes, such as somatic anxiety, hypochondriasis and 
the attribution of late-onset agoraphobia to the 
experience of physical health events, and for more 
indirect, remote associations, such as the impact of 
anxiety-related behaviour. The increased rate of 
dyspnoea not attributable to anxiety in the cases may 
be the result of their smoking history, since phobic 
anxiety is commoner in smokers than non-smokers 
in younger adults (Haines ef al, 1970. 

The association between phobic disorder and 
indicators of inner-ear dysfunction such as tinnitus 
and giddiness in this elderly sample is interesting, 
since it recalls the early idea of agoraphobia as a 
condition with a specific organic cause. In 1870 
Benedikt described the condition of Platzschwindel 
or dizziness in public places associated with anxiety. 
More recently, Marks (1981) has also described 
agoraphobic syndromes in association with dys- 
function of the vestibulo-ocular and righting reflexes 
in middle-aged and elderly subjects. 

It is also possible that the observed relationship 
between phobic disorder and physical morbidity in 
the elderly is due in part to their both being 
associated with other factors, such as social class or 
depression. Socio-economic status was not controlled 
in this study, but there was no difference between 
the case and control groups on this variable, 
indicating that it did not contribute to the increased 
physical ill-health in the cases. With regard to 
depression, however, there was extensive co-morbidity 
with phobic disorder in this sample, and a strong 
association between depression and physical ill-health 
was demonstrated in the original survey (Lindesay, 
1990). There is a complex interaction between 
anxiety, depression, and physical morbidity in the 
elderly, and some of the association between physical 
ill-health and depression is probably mediated by 
concurrent anxiety (Wells ef al, 1989). Clinicians 
need to be alert to the possibility that phobic disorders 
may aggravate and complicate more clinically con- 
spicuous physical and psychiatric disorders in their 
elderly patients. 
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Socio-economic and psychosocial factors 


This study did not find any evidence of an association 
between phobic disorder and the various indicators 
of socio-economic status in the elderly, and in this 
respect it is consistent with most other studies of 
neuroses in old age (Bergmann, 1971; Kay & 
Bergmann, 1980; Gurland & Cross, 1982). There are 
two factors which might be acting to obscure 
associations in this study. First, the social range of 
elderly people represented in this urban sample is 
relatively narrow, in that it contained no subjects 
from occupational classes I and II. Second, in view 
of the number of subjects, the statistical power of 
this study is not great, and it is possible that 
moderate effects will not have been detectable at tbe 
conventional levels of significance (the type II error). 
However, statistical power is only one index of 
precision in study design (Rothman, 1986); in thus 
analysis, the equal proportions and pairwise matching 
of cases and controls confer a high level of efficiency, 
and this is reflected in the 95% confidence inter- 
vals of the odds ratios reported here. These support 
the conclusion that socio-economic factors are 
not substantial risk factors for phobic disorder, 
since in every instance they included the null point 
(1.0), and in the case of occupational class there was 
no evidence of a gradient of risk. 

The lack of association between phobic disorder 
and intimate confiding relationships in this elderly 
sample agrees with findings in younger anxious 
subjects (Finlay-Jones, 1989). This is in contrast to 
depression, where absence of a confiding relationship 
has been found to be a significant vulnerability factor 
at all ages (Brown & Harris, 1978; Murphy, 1982). 
In the elderly, this association has been attributed 
to a long-standing incapacity for intimacy (Murphy, 
1986). The absence of an equivalent association 
between phobic disorders and intimate relationships 
in this study suggests that this particular personal 
predisposition does not contribute to the aetiology 
of phobic disorder in the elderly. However, it should 
be borne in mind that this was a study of established 
cases, and it is possible that their current capacity 
or opportunity for intimate relationships may have 
altered as a result of the phobic disorder. 

There is a hint that the severe cases had more 
intimate relationships. The cases were more likely 
to have living children than the controls in this 
sample, so it may be that the presence of close 
relationships act to maintain phobic avoidance. 
However, in a community study of elderly women in 
New Zealand, Walton et al (1990) found that phobic 
subjects were less likely to have families of their own. 
Further research is required to clarify this issue. 
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There was a statistically significant association 
between phobic disorder and early pareatal loss due 
to death or separation in this study. Parental loss 
in the cases was not associated with age of onset of 
the phobia, so this association is not due to any 
survival effect (Neyman's bias). Recall bias due to 
the phobic disorder is also unlikely with this 
particular item of retrospective data. Few studies have 
examined the developmental antecedents of phobic 
disorders in any detail, but there is some evidence 
from clinical and community studies incicating that 
early parental loss is a significant factcr (Faravelli 
et al, 1985; Finlay-Jones, 1989; Tweed et al, 1989). 

Parental divorce/separation was not associated with 
phobic disorder in this study of elderly subjects, but 
this may be a reflection of generational differences, 
since death was a much commoner cause of parental 
loss when today’s elderly were young then it is now. 
In particular, World War I and the great influenza 
epidemic of 1918/19 were responsible fo- the deaths 
of large numbers of young adults. Children are now 
much more likely to experience parental divorce or 
separation than death (Tennant ef al, 1982). 

There was a statistically significant association 
between phobic disorder and early loss of father. 
Other studies have hinted at this association; in an 
early case-record study (Webster, 1953) the fathers 
of female agoraphobics were reported as being more 
Often absent from the parental home than the fathers 
of other patient groups. Similarly, in the study by 
Finlay-Jones (1989) there was a suggestion that the 
vulnerability conferred by parental divorce was 
associated with paternal departure. However, Tweed 
et al (1989) found that the only association with loss 
of a specific parent was between early maternal death 
and agoraphobia with panic disorder. The present 
study may indicate a vulnerability to phobia in old 
age following early paternal death. Alternatively, 
since there was also an excess of early paternal over 
early maternal deaths in the control group, it is 
possible that this association in the cases is the result 
of some general factor increasing the likelihood of 
exposure of this cohort of elderly subjects to early 
paternal death, such as World War I. 

If early experiences do confer a vulneratility to the 
subsequent development of phobic disorder, then this 
study suggests that this vulnerability persists across 
the life-span. There is some evidence for an 
association between separation anxiety in childhood 
and agoraphobia with panic attacks in adult life, so 
it may be that the vulnerability to phobic anxiety 
predisposes to different forms of disorder at different 
times of life, in response to age-specific threats. This 
study suggests that in old age, the most salient threats 
in this respect are episodes of physical illness. 
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Use of services 


Only a minority of elderly people with phobic 
disorders received any form of psychiatric or 
psychological treatment. For those who were in 
receipt of such treatment, it took the form of 
psychotropic medication (usually a benzodiazepine 
tranquilliser or hypnotic), and was not appropriate 
for the management of their phobic symptoms. For 
most, this treatment was administered in primary 
care; only one subject was in contact with psychiatric 
services at the time of interview. Over half the 
subjects had contacted their general practitioners in 
the month before interview; either phobic disorders 
in the elderly are not recognised in primary care, or 
they are not thought by general practitioners to 
require any treatment beyond psychotropic medication. 

This study supports Bergmann’s statement (1971) 
that an increased need for social support is an 
important expression of neurosis in old age. Elderly 
people with phobic disorders did not receive higher 
levels of formal support from home-helps, but they 
did make greater demands for care on their family. 


Conclusions 


The findings of this study indicate that a substantial 
proportion of phobic disorders in the elderly are 
clinically important, and deserve more attention 
from the health and social services than they currently 
enjoy. The majority of those who suffer significant 
distress and disability have a late-onset agoraphobia 
following an episode of physical illness or similar 
traumatic experience. None is receiving any appro- 
priate treatment for their phobic disorder, despite 
increased rates of contact with the primary care 
services. Since effective behavioural treatments are 
available, clinicians should aim to be more alert to 
these disorders in their elderly patients. 
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Causal Attributions and Psychiatric Symptoms in Survivors 
of the Herald of Free Enterprise Disaster 


STEVE A. JOSEPH, CHRIS R. BREWIN, WILLIAM YULE and RUTH WILLIAMS 


The aim of the present study wae to explore the relationship between causal attributions and 
psychiatric symptoms in those who survived the capsizing of the Herald of Free Enterprise 
ferry, two years following the disester. Internal and controllable attributions for disaster slated 
experience are strongly related to poorer psychological outcome. 


Following major disasters, post-traumatic stress 
disorder (PTSD) is common, but there are large 
unexplained differences in the chronicity and severity 
of symptoms. Feelings of guilt have been suggested 
as a possible predictor of more severe and prolonged 
reactions. The aim of the present study was to 
investigate this hypothesis in those who survived the 
capsizing of the Herald of Free Enterprise ferry. 
Post traumatic stress disorder was originally 
characterised in DSM-III (American Psychiatric 
Association, 1980) by re-experiencing the traumatic 
event, numbing of responsiveness to or reduced 
involvement with the external world, and a variety 
of autonomic, dysphoric, or cognitive symptoms, 
including feelings of guilt. Although not now 


considered in the revised version of DSM-III (DSM- 


III-R; American Psychiatric Association, 1987) to 
be a pathognomonic feature of PTSD, guilt is 
commonly observed following experience of disaster 
and is thought to arise from many sources: the initial 
relief at having survived, the sense that one's life was 
purchased at the cost of another's, guilt for those 
that one did not save and for those actions that one 
failed to take, and guilt over one's behaviour during 
the disaster (Raphael, 1986). Feelings of guilt and 
self-blame for bad events are also considered 
diagnostic of depression (Beck, 1967; DSM-III). 
The introduction in DSM-III of PTSD as a 
diagnostic category was important in recoznising the 
causal role of catastrophic life events in the 
development of psychiatric disorder. It is generally 
accepted that the more intense the experience, the 
greater will be'the likely effects on psychological 
functioning (Raphael, 1986). For example. Horowitz 
(1975) found a positive relationship between the degree 
of stress experienced and the amount o intrusive 
thoughts experienced subsequently. However, it is 
not always clear what is meant by ‘intensity’, and 
what it is about some events that leads to more severe 
and prolonged distress. Rachman (1980) in his theory 
of emotional processing suggests several stimulus 


factors that are likely to give rise to difficulties. These 
include sudden stimuli, uncontrollable stimuli, 
dangerous stimuli, and unpredictable stimuli. 

This problem of intensity has been briefly addressed 
in studies by Solomon ef al (1988) and Mikulincer 
et al (1988), who suggested that the attributions made 
by individuals about their traumatic experiences may 
be of significance in understanding why some events 
are associated with more distress than others. 

Mikulincer ef al investigated how battle events 
contribute to the formation of PTSD. It was shown 
that the experience of particular battle events, 
notably officers’ errors during battle, and problems 
in unit functioning, were associated with fewer long- 
term disturbances. One possible explanation for this, 
they suggested, is that soldiers who experience such 
events can attribute their combat stress reaction 
(CSR) to external factors beyond their control. In 
contrast, those who do not undergo such events 
cannot fall back on situational attributions and, 
therefore, tend to attribute their CSR to personal 
weakness. The attribution of CSR to personality 
deficits would have negative consequences for self- 
image and long-term mental health. A similar 
explanation was offered by Solomon et al for their 
finding that soldiers who experienced physical 
deprivations such as hunger, or who suffered the 
consequences of error, such as coming under fire 
from their own forces, exhibited less severe psycho- 
logical symptoms than those who did not have such 
experiences. Both physical deprivations and errors 
are external causes that may serve to prevent soldiers 
attributing their own inappropriate behaviour to 
internal and controllable factors. 

Although findings from combat experiences may 
not always generalise to civilian trauma, it is likely 
that the need to determine what has happened is also 
important in coming to terms with the experience of 
disaster. The present paper, therefore, addresses 
actual disaster experience from an attributional 
perspective. 
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ATTRIBUTIONS AND SYMPTOMS AFTER A MARITIME DISASTER 


According to attribution theory, people have a 
need to explain the events that occur in their world, 
particularly when anything unusual, unwanted or 
unexpected happens (Weiner, 1985). The nature of 
the explanation for an event has consequences for 
how the individual responds to that event. More 
recently, Weiner's (1986) cognitive theory of emotions 
specifically states that the perceived causes of an 
event differ primarily on the dimensions of internality, 
stability, and controllability. Internal and control- 
lable attributions for negative events are thought to 
be related to the emotion of guilt, which as we have 
seen is a common feature of PTSD and depression. 
We predicted, therefore, that internal and control- 
Jable attributions for disaster-related experiences 
would be positively related to higher levels of post- 
traumatic and depressive symptoms. 


Method 


In March 1987, a Townsend Thoresen 'roll-on-roli-off? 
passenger and freight ferry, the Herald of Free Enterprise, 
capsized shortly after leaving Zeebrugge harbour in 
Belgium. There were 600 people on board, and in the 
ensuing chaos 193 passengers and crew lost their lives. 

Forty-five adult survivors of the disaster were referred 
to the Department of Psychology at the Institute of 
Psychiatry for assessment. The present analysis was limited 
to the 20 who had provided a descriptive written statement 
of their experiences. This statement was forwarded to the 
Department of Psychology by the solicitors dealing with 
compensation claims. 

All statements were made within six months of the 
disaster (mean 3.5 months). Following receipt of their 
statements, the 20 subjects attended at least once in the two 
years subsequent to the disaster. It is not known how 
representative this sample is of the total surviving 
population, and it is possible that solicitors referred only 
those victims they detected as having emotional sequelae. 
Most attended for assessment twice: (a) 4~14 months (mean 
7.5 months), and (b) 15-24 months (mean 19 months) 
following the disaster. At these times subjects were 
interviewed by clinical psychologists, after which they were 
asked to complete various self-report measures. It is 
emphasised that statements were originally requested for 
purposes of legal assessment rather than research. 

Causal attributions were first extracted from the 
survivors’ statements and then coded, by a rater blind to 
the survivors' outcome status, following the Leeds 
Attributional Coding System (LACS; Stratton et al, 1986). 
Causal attributions were defined as statements identifying a 
factor or factors that predicted or contributed to a given 
outcome. A stated or implied causal relationship with the 
outcome had to be present. Only those negative outcomes 
or events that involved the survivor directly were included 
for analysis. ` 

The causes of these events were rated on three-point scal 
along the dimensions of internality and controllability. If 
the cause of the event was believed by the survivor to 
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originate within himself or herself it was rated as internal 
(2); if 1t originated in a characteristic or behaviour of 
another person, or in a circumstance, then it was rated as 
external (1). If the causal sequence was believed by the 
survivor to be inexorable or the outcome inevitable, it was 
rated as uncontrollable (1). If the survivor believed that he 
or she could have significantly influenced the outcome in 
the absence of exceptional effort, it was rated as controllable 
(2). Causal explanations that included both internal and 
external, or controllable and uncontrollable, aspects were 
rated on the mid-points of the respective scales (1.5). 

Although attributions were generally uncontrollable, 
there was much variation on the externality/internality 
dimension. For example, the statement ‘‘I had several 
attempts to climb the rope but was unable to do so. There 
were no knots in it and it was very slippy’’ was rated as 
external and uncontrollable, whereas the statement ‘‘I was 
unable to climb the rope because my legs had gone numb" 
was rated as internal and uncontrollable. Full definitions 
used in rating the dimensions are given by Stratton et al 
(1986). 

Intensity of impact was assessed using a six-point scale 
derived from content analysis of case notes. A score of 1 
was assigned for each of the following experiences 
mentioned: separation from a close other during impact; 
waiting to hear the fate of a close other following rescue; 
significant injuries; feeling close to death during impact; 
suicidal thoughts during impact; and witnessing the death 
or possible death of others. These were summed to give 
an overall intensity score. 

Symptom measures employed were the General Health 
Questionnaire (GHQ-30; Goldberg, 1978), the Beck 
Depression Inventory (BDI; Beck, 1967), and the Spielberger 
State and Trait Anxiety Inventory (STAI; Spielberger et al, 
1970). All three measures have been extensively validated 
and are frequently used to assess psychopathology. We also 
employed the Impact of Events Scale (ES; Horowitz et al, 
1979). The IES is a measure of subjective distress which 
can be anchored to any specific life event, and yields 
subscores for: intrusively experienced ideas, thoughts, and 
images; and consciously experienced avoidance of thoughts, 
feelings, and situations. 

Not all subjects attended both first and second assess- 
ments, the full battery of measures was not always 
administered, and not all self-report measures were 
completed when administered. The BDI was not 1ncluded 
until the screening had been underway for some time, and 
the STAI was only added to the battery after the first period 
of assessment. For these reasons, the number of subjects 
in each analysis varies slightly. 


Results 


The 10 men and 10 women were aged 19-54 years at the 
time of the disaster (mean 34 years). Seven survivors had 
suffered a bereavement in the course of tbe disaster. 
The mean scores on each of the symptom measures at 
times 1 and 2 are shown in Table 1, along with the mean 
ages, and the number of men and women who completed 
that particular measure. The mean scores on these measures 
do not differ significantly from those of the remaining 


544 


Table 1 
Means and standard deviations of symptom measures 


Measures No. of men/ Mean Mean score (s.d.) 

women age: 

years 

At first assessment 
GHQ-30 9/9 32 22.4 (13.76) 
BDI 2/3 37 29.4 (18.04) 
IES, total 9/7 32 46.9 (11.63) 
IES, intrusion 9/7 32 24.7 (8.83) 
IES, avoidance 9/7 32 22.1 (8.88) 
At second assessment 
GHQ-30 10/6 33 26.7 (18.18) 
BDI 9/8 36 24.4 (13.26) 
IES, total 9/8 35 44.3 (10.58) 
IES, intrusion 9/8 35 24.3 (8.78) 
IES, avoidance 9/8 3b 20.5 (7.55) 
State anxiety 9/7 34 56.1 (15.36) ' 
Trait amaety 9r7 34 58.4 (13.17) 


survivors who attended the department (largest f= 1.31, 
P>0.10). 

The number of causal statements relating to negative 
events ranged from 1 to 13 (mean 4.2). For the analysis 
reported here, an inclusion criterion of a minimum of two 
‘negative-event’ statements was selected in order to achieve 
variability in events, and maximise the number of subjects. 
Of the 20 subjects, 17 made two or more such statements 
(mean 4.8). For each subject a mean rating was obtained 
for the dimensions of internality and controllability - 
subject’s attributions were predominantly external (mean 
score 1.39) and uncontrollable (mean score 1.08). These 
dimensions showed a moderate positive correlation with 
each other (r= 0.40, d.f. 15, P<0.05), with mare internal 
causes being more likely to be seen as controllable. A 
composite score was also obtained by summing mean 
internality and controllability ratings. No . significant 
differences were found on the attributional cimensions 
between men and women (largest F(1,16) = 2.14, P>0.10), 
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or between the bereaved and non-bereaved (largest 
F(1,16)=2.53, P>0.10). No significant correlations were 
found between intensity and internality, controllability, or 
the composite score (largest r=0.11, P>0.10). 

Correlations between causal attributions and symptoms 
at both assessments are shown in Table 2. Numbers are 
slightly different to those in Table 1 as not all subjects made 
rateable attributions. At first assessment, greater internality 
correlated with higher scores on the GHQ, BDI, total IES, 
and the IES intrusion subscale. Greater controllability 
correlated with higher scores on the BDI. The composite 
score correlated with the GHQ, BDI, total IES, and the 
IES intrusion subscale. At second assessment, greater 
internality correlated with higher scores on the GHQ, BDI, 
the IES intrusion subscale, and both state and trait anxiety. 
Greater controllability correlated with higher scores on the 
GHQ, BDI, the IES intrusion subscale, and both state and 
trait anxiety. The composite score correlated with the GHQ, 
BDI, and both state and trait anxiety. 

In order to test whether attributions predicted symptom 
variance at time 2, over and above that predicted by 
symptoms at time 1, correlations were computed between the 
attributional measures and the GHQ, BDI, and IES at second 
assessment, with the GHQ, BDI, and IES at first assessment 
partialled out. Higher scores on the GHQ at second assess- 
ment tended to be related to greater controllability (r= 0.60, 
d.f. 9, P<0.06), and to higher composite scores (r= 0.57, 
d.f. 9, P« 0.07), but this did not reach significance. 

We also investigated whether bereavement might account 
for the relationship between attributions and symptoms, 
in that the bereaved might be more liable to blame 
themselves and also to have a poorer outcome. Partialling 
out bereavement from the correlations in Table 2 made 
minimal difference to the effect sizes, however. Similarly, 
partialling out intensity had little effect on the correlations. 


Discussion 


The findings would seem to confirm that causal 
explanation is an important aspect of survivors’ 


Table 2 
Correlations petween attributions and symptoms 
GHQ BDI IES, IES, IES, State Trait 
total intrusion avoidance anxiety anxiety 
At first assessment 
No. completing scales 15 5 15 15 15 
~ Internality 0.52**  Ogl1l** 0.53** 0.58** 0 15 
Controllability 0.07 0.95*** 0.40 034 0.19 
Composite! 0.44* 0.94*** 0.67** 0.68** 0.19 
At second assessment , 
No. completing scales 13 15 15 15 15 14 14 
Internality 0.70*** 0.59** 0.15 0.58** 0.01 0.50* 057* 
Controllability 0.85*** 0,55** 0.26 0.51* 0.10 0.68"** 0.69*** 
Composite! 0.78'** 0.64*** 019 0.31 0.01 0.68*** 0.66*** 


*P<0.06, **P<0 025, ***P<0 01 {one-tailed tests). 
1. Sum of internality and controllability ratings. 
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reactions to disaster. More internal and controllable 
attributions were related to higher levels of distress. 
This is consistent with Foa et al’s (1989) prediction 
that symptoms of PTSD would be enhanced by the 
perception of unexercised control. The findings are 
also consistent with Weiner's (1986) cognitive theory 
of emotions which suggests that internal attributions 
for negative outcomes are related to feelings of 
shame and guilt. This relationship was explicitly 
expressed by a survivor diagnosed with PTSD: 


“I feel ashamed because I wasn't able to help anyone 
because I was totally useless myself." 


Attributions, however, were not associated with 
symptoms of avoidance as measured by the IES. This 
may reflect the phasic model proposed by Horowitz 
(1979). Horowitz suggests that intrusive and avoidance 
symptoms are phasic states, and that they oscillate in 
ways particular to each person, eventually reaching a 
relative stability, when a period of completion is said 
to have been reached. This has implications, if it is 
true, for research seeking to demonstrate links 
between personal resources and post-traumatic stress. 
It emphasises the possible need to take into account 
the temporal sequence of symptoms: specific personal 
resources may be predictive of particular outcomes 
only at certain times in the period of adjustment. It 
may be that attributions would have been associated 
with avoidance at other points in time. 

It has been argued elsewhere that self-attributions 
of causality for negative events ought to be related 
to the re-establishment of perceived control over 
future outcomes, and thus to successful coping with 
accidents (Brewin, 1984) and victimisation (Shaver 
& Drown, 1986). However, this. argument relies on 
the person's expectation of the event's recurrence. 
If an event is not likely to recur, there may be little 
benefit in perceiving it as having been within one's 
control. Feelings of guilt are typically accompanied 
by the need to make restitution. But, when there is 
no opportunity to do so, the person may be obliged 
to relive the events of the disaster in his or her mind. 
Strong feelings of guilt are then reported in 


conjunction with repetitive intrusive thoughts and 


images: 


** At night I just lie there, I can't sleep, the whole episode 
is just turning over and over in my mind . . . I have an 
overwhelming feeling of guilt in that I did not help as 
many people as I could have." . 


There are similarities between the results of the 
present study and those of Bulman & Wortman 
(1977), who studied accident victims left hemiplegic 
or paraplegic, and Kielcolt-Glaser & Williams 
(1987), who studied patients with severe burns. 
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Although there has been much debate over the 
conceptualisation of self-blame employed in these 
studies (Turnquist ef al, 1988), one of the questions 
both studies asked was how much the victims felt 
they could have avoided their accident. In both, 
perceived avoidability was associated with poorer 
outcome. For an event to be perceived as avoidable, 
it will generally be seen as to some degree personally 
controllable, It is possible that these studies are also 
reflecting the influence of emotions such as shame 
or guilt. 

The partial-correlation data suggest a possible 
causal influence of attributions on symptoms, 
The study, then, has a number of implications for 
therapeutic intervention following disaster. The 
relevance of attribution theory to clinical practice has 
been much discussed (Antaki & Brewin, 1982; 
Brewin, 1988). The present findings suggest that 
there may be considerable scope for identifying 
vulnerable individuals and for improving distress 
following disaster by altering people’s perceptions 
of the causes of significant events that took place 
during the disaster. Other studies of depressed 
individuals have shown that with psychotherapy, 
patients’ attributions shift in the direction of greater, 
not less, controllability (Firth-Cozens & Brewin, 
1988). Therapy should aim for more realistic 
attributions (Fórsterling, 1988), which may involve 
shifts in different directions depending on individual 
circumstances. 

Our data also suggest a possible role for social 
support following disaster. Social support may 
provide consensus information that enables a person 
to reassess his or her situation. Discussing one's 
experience with others may be adaptive if it enables 
the person to reappraise the cause of the event as 
external and uncontrollable, and not something he 
or she should feel morally responsible for. However, 
there is evidence that individuals who blame 
themselves for a stressful event are more likely to 
withdraw socially, and less likely to use coping 
strategies that make use of family, friends, and other 
people. It is only when people regard the event as 
not their fault, and that it could have happened to 
anyone, that they perceive sharing the experience 
widely with others to be appropriate (Brewin et al, 
1989). Attribution therapy may be beneficial in 
helping an individual to come to terms with guilty 
feelings, and thus more able to make use of available 
support networks. 

One of the criticisms that might be made against 
research on individuals who are seeking compensation 
is that of possibly elevated scores due to exaggeration. 
However, there is some evidence that seeking 
compensation may be associated with less severe 
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symptoms. Gleser ef al (1981) noted tha: in survivors 
of the Buffalo Creek disaster, those seeking com- 
pensation actually had less distress than those not 
seeking compensation. 

Further research is clearly needed to substantiate 
these results. These preliminary findings with this 
small sample do, however, suggest that causal 
attributions can predict and may have & role to play 
in the maintenance of psychiatric symptoms following 
disaster. 
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Reactions of Police Officers to Body-Handling after a Major Disaster 
A Before-and-After Comparison 


DAVID A. ALEXANDER and ANDREW WELLS 


This study reports the results of an unusual opportunity to follow up a group of police officers 
who were involved in body-handling duties following the Piper Alpha disaster, and for whom 
there were available data from pre-disaster assessments. In addition, after these duties, the 
officers were compared wrth a matched control group of officers who had not been involved 
In such work. The comparisons failed to demonstrate high levels of post-traumatic distress 
or psychiatric morbidity. The results are interpreted in terms of issues such as the officers' 
own coping strategies, and major organisational and managerial factors. 


Recent reports (e.g. Shepherd & Hodgkinson, 1990) 
claim that the notion of 'victim' is rarely used in 
relation to rescue, medical and support workers after 
disasters, There have, however, been a few studies 
(e.g. Taylor & Frazer, 1982; Jones, 1985) which have 
suggested that personnel involved in the recovery 
and identification of human remains after major 
catastrophe are at particular risk of developing post- 
traumatic and other adverse reactions. Unfortunately, 
disaster research is bedevilled by problems of 
method, particularly because disasters are generally 
unforeseen, and the preparation of an effective 
research strategy is very difficult. More specifically, 
pre-disaster measures of the emotional state of those 
involved are rarely available. 

This is a study of a group of police, about whom 
much information was already available, who were 
required to search for and identify human remains 
after the Piper Alpha oil-rig disaster. It was also 
possible to produce a matched group of officers from 
the same force who had not been engaged in such 
duties. This opportunity was available because a few 
months before the disaster the first author (DAA), 
in conjunction with two colleagues at the Medical 
School, Aberdeen University, had just completed an 
extensive study of occupational health among the 
officers of Grampian Police Force- the Force 
subsequently to be involved in the disaster. In that 
study, the officers had completed a wide range of 
questionnaires and standardised measures of per- 
sonality and health. 

A more detailed description of the disaster is 
available elsewhere (Alexander, 1991) but the 
following details constitute the background to 
the present study. The Piper Alpha disaster, which 
began at 22.00 h on 6 July 1988, resulted in the 
deaths of 167 men. Several months after the 
explosion 105 bodies were still missing. It was estab- 
lished that many were entombed in the accommodation 
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module of the platform, which lay in over 120 m of 
water. It took several months to retrieve this 
enormous structure from the sea bed and to have it 
towed to the remote island of Flotta in the Orkney 
archipelago, where it was subsequently searched by 
a team of officers from Grampian Police Force. 

The accommodation module, about the size of a 
three-storey hotel, was a dangerous and unpleasant 
environment to search. Seventy-three bodies were 
successfully recovered; not surprisingly, many were in 
a very poor condition. They were taken to a 
temporary mortuary on the outskirts of Aberdeen. 
There, another group of police officers stripped, 
washed and photographed the bodies, and aided 
the team of local pathologists in the post 
mortems. Nineteen bodies were dissected per day, 
and each body was allocated to a particular officer 
who took responsibility for the inquiry into its 
identity. 

At Flotta, 23 officers (22 men and 1 woman) were 
involved, and at the mortuary 41 men and 7 women 
were on duty. Officers were selected principally 
because they worked in departments (such as the 
General Enquiries Department) which dealt with 
deaths on a daily basis. More-junior officers were 
usually paired with more-experienced colleagues. 
Although officers had been deliberately selected for 
these duties (and were therefore expected to fulfil 
them), each was given a chance to withdraw without 
recrimination. Only one male officer did so. At each 
site three-quarters of the officers were constables. 

Daily shifts were of 8-14 hours, depending on the 
number of bodies found. Debriefing was carried out 
each evening under the aegis of the senior police 
officers. Psychiatric involvement was limited and 
discreet. The first author and a colleague (DGF - see 
Acknowledgements) were available for consultation 
and support. No officer sought formal counselling, 
and psychiatric contact was limited to informal 
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contact by officers with DAA during his visits to 
Flotta. No officer sought help from the Force 
Medical Officer. 

At Flotta, police officers, along with all other 
personnel, were given an intensive induction, during 
which emphasis was placed on the need to attend to 
safety, on emotional and physical reactions, and on 
the importance of the retrieval exercise. 


Method 


Control group 


It was possible to generate a control group of officers who 
had not been involved in any disaster duties; they were 
matched as closely as possible for age, sex, rank, marital 
status, and band scores on the Hospital Anxiety and 
Depression Scale (see below) with those officers at Flotta 
and the mortuary who had taken part 1n the pre-disaster 
Occupational Health Study. 


Pre-disaster questionnaires (Occupational Health Study) 


(a) Hospital Anxiety and Depression (HAD) Scale 
(Zigmond & Snaith, 1983). This measure contains 14 items 
which assess how the subject has felt in the previous week. 
It has been shown to be a reliable and valid measure of 
the presence or absence as well as the severity of anxiety 
and depression in non-psychiatric populations attending 
other medical departments. 

(b) Eysenck Personality Questionnaire (EPQ; Eysenck 
& Eysenck, 1975). This widely used measure of personality 
provides an index of (a) neuroticism or emotionality (N 
scale), (b) extraversion (E scale), (c) tough-mindedness (P 
scale), and (d) dissimulation (L scale). Separate scores are 
available for each scale. 


Post-disaster questionnaires 


Approximately three months after the Flotta/mortuary 
exercise had been completed, each officer was invited to 
complete the following measures. 

(a) Revised Impact of Event (IES) Scale (Horowitz ef 
al, 1979). This 15-item scale of subjective distress has been 
widely used after traumatic life events. It contains two 
highly reliable and valid subscales: one measures intrusive 
imagery, the other assesses avoidance tendencies. 

(b) Flotta/Mortuary Questionnaire. A 24-item question- 
naire of the Likert form was constructed to assess the 
officers’ views on a series of issues pertaining to their duties 
at Flotta and the mortuary. Negatively and positively 
phrased items were randomly interspersed to mrtigate the 
effects of a response set. Respondents indicated their 
opinion by endorsing one of the following response options: 
‘Strongly agree’, ‘Agree’, ‘Undecided’, ‘Disagree’, and 
‘Strongly disagree’. 

(c) Coping strategy scale. Based on preliminary obser- 
vations by the first author during the body-handling exercise, 
and on preliminary discussion with the officers, a brief scale 
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was devised to determine to what extent officers had used 
and found helpful eight different methods of coping with 
their duties. - 

In addition, each officer in the study sample and 
in the control group completed (again) the HAD 
Scale. 


Sick leave 


Twelve months after the exercise had been completed-*he 
police files were used to obtain the number of days of sick 
leave recorded for each officer. This extended period 
increased the likelihood of detecting any officers who had 
a delayed reaction. 


Results 


Table 1 shows the response rates, and the numbers in each 
group who had been respondents in the Occupational 
Health Study. 

Of those involved at the two sites, just under a third 
(30%) had had previous personal experience in dealing with 
dead bodies (Flotta, 32%; mortuary, 25%). Among the 
‘experienced’ group 56% had initially found such work to 
be stressful, and all officers except one claimed that their 
previous experience had been helpful during their Piper 
Alpha duties. 

Table 2 shows the officers’ responses to the Likert- 
type scale, indicating their opinions about various 
features of their body-handling duties. The last column 
shows the results of comparing the Flotta-based officers 
with those at the mortuary. Although there were 54 
replies to the questionnaire, there were only 51 officers 
involved because 3 officers had worked at both 
sites. 

It can be seen that the two groups of officers generally 
showed consistent views on issues. All the differences, 
however, were in the same direction, namely less agreement 
and less satisfaction among the officers at the mortuary. 
Compared with their colleagues in Flotta, they were less 
impressed with the standard of hygiene and the eating 
arrangements. More commonly, they also disagreed with 
the statement that they recelved more support from fellow 
officers outside work hours and from other professionals 
both outside work and at work. 


Table 1 
Response rates for Flotta/mortuary officers and matched 
control group 





Group Total Number Number who Number who 
number who had completed completed both 
completed post-disaster Occupational 
Occupations! questionnaires Health Project 
Health Project and post-disaster 
questionnaires 
Fotta 23 19 20 18 
Mortuary 48 34 34 30 
Controls 53 53 42 42 
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Table 2 


Responses of police officers to Flotta/Mortuary Questionnaire 


Question 


18. 


17. 


18 
18 
20 
21. 
22. 


23 


24. 


Strongly Agree: % Undecided: Disagree. 
agree % 





Adequata steps were taken to ensure my safety at 
work at Flotta/the mortuary 

Standards of hyglene at work at Flotta/the 
mortuary were good 

Morale among personnel at Flotta/the mortuary 
was high 

| was not given a clear idea of my duties st 
Flotta/the mortuary 

| was given regular feedback about my work 

at Flotta/the mortuary 

| found work at Flotta/the mortuary more stressful 
than routine police work 

| still feel under some stress due to my Wk, 

at Flotta/the mortuary 

There were good relationships among the 

police officers of all ranks at Flotta/the 

mortuary 

Eating arrangements were inadequate at Aotta/ 
the mortuary 

The organisation of the retrieval of the bodies 
was good 

Overall, | felt | was doing a useful task at Flotta/ 
the mortuary 

| disliked the media's coverage of the retneval 
of the bodies 

There were good relationships among the vanous 
personnel at Flotta/the mortuary 

| gained more support than usual from fellow 
police officers while at work at Flotta/the 
mortuary 

| gained more support than usual from fellow 
police officers outside work hours at Flotta/ 
mortuary 

| gained more emotional support than usual from 
other professionals while at work at Flotta/the 
mortuary 

1 gained more emotional support then usual from 
other professionals outside work at Flotta/the 
mortuary 

There was little sense of team spint at Flotta/ 
the mortuary 

| thought the visits of the Chief Constable were 
halpful 

| am glad | was a member of the police team at 
Flotta/the mortuary 

| would not wish to be involved in similar work in 
the future 

On balance, | do not think | coped well with my 
duties at Flotta/the mortuary 

The anticipation of the actual work at Flotta/ 
the mortuary was more stressful than the 

actual work itself 

The experience | gained from being involved with 
Piper Alpha will be of ittie benefit to me in 
future police work 


26 


32 


4 


59 


37 


28 


44 


7 
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Strongly Campanson of 





* % disagree. % Flotta and 
mortuary groups! 

11 4 2 NS 
11 15 0 P«0.05 

9 4 4 NS 

5 52 15 NS 
11 26 8 NS 
11 28 2 NS 
15 55 28 NS 

7 8 4 NS 

4 35 22 P<001 

9 4 0 NS 

5 2 0 NS 
52 26 2 NS 

2 4 0 NS 
36 19 0 NS 
32 33 0 P«001 
28 '20 0 P«001 
24 24 0 P«0.02 

0 33 58 NS 
39 19 7 NS 
17 9 0 NS 
20 37 30 NS 

0 46 46 NS 
19 26 4 NS 

2 48 39 NS 


1. x analyses were cammed out companng the Flotta and mortuary groups in terms of 'agreement' and 'disagreement' (irrespective of 


the strength) Where the cell values fell below the level required for valid x? analyses, Fisher's exact test was used 
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Table 3 
Responses of officers to Coping Strategy Scale (n = 54) 


Method of coping! 

Humour 2 
Talking to my colleagues 4 
Looking forward to getting off duty 52 
Keeping my thoughts to myself 41 
Thinking about my famuty 54 
Thinking of outside mterests 46 
Thinking about the postive benefits of thes 

work 22 
Avokiing thinking about what | was dolng 46 
1x were calculated 


Did not use. 96 Very helpful: % — Helpful. 96 


Unhelpful: % Very unhelpful: 





74 24 0 0 
50 44 2 0 
7 35 6 0 
4 23 28 4 
11 24 7 4 
9 39 6 0 
31 41 8 0 
11 24 17 2 


ring the Flotta and mortuary groups m terms of ‘used’ and ‘did not use’ the method in question Where 


compa 
the cell valuss fell below the level for valid x? analyses, Fisher's exact test was used. None of the compansons was statistically significant 


above the 596 level. 


Items pertaining to good relationships (items 3, 8, 13 and 
18) were strongly-endorsed in terms of agreement and 
disagreement. Clearly, most officers were impressed with the 
quality of the relationships among themselves aud between 
them and the other personnel involved. Ovzr 90% of 
respondents believed they were doing a useful task and, 
moreover, almost a third believed this 'strongly'. Most 
officers seem to have negotiated their duties s1ccessfully. 
Over half felt that the anticipation of the work was worse 
than the actual work itself; relatively few (13%) said they 
would not wish to be involved in such work again; 87% 
believed that the experience of that work woulc be helpful 
to them in the future; and only a few individuals (9%) were 
not glad that they had been members of the police team. 
Only one officer thought he was still under stress due to the 
body-handling experience. Organisational themes also emerged 
clearly (e.g. good organisation, a clear definition of duties 
and regular feedback). 

The officers’ replies to the Coping Strategy Scale are 
summarised in Table 3. Clearly, very few officers did 
not use humour and talking with colleagues. Of those 
who did use these methods, virtually all found them to be 
helpful. The third most helpful method (endorsed by 
nearly three-quarters of the officers) was thinking about 
the positive benefits of the work. The leest helpful 
method for the officers was keeping their thoughts to 
themselves. 

The mental state of officers before and after their body- 
handling experiences were compared on the HAD Scale 
according to the classification scheme recommended by 
Zigmond & Snaith (1983), namely 0-7 2 normal; 8-10= 
borderline; 11+ = pathological. For anxiety, 31 officers 
were normal before and 37 after body-handling, and 45 
officers had normal depression scores both before and 
after body-handling. Borderline scores for anxiety were 
reduced from 11 before to 6 after, and pathological scores 
from 6 before to 5 after body-handling. There were 
two officers with borderline depression scores both 
before and after and only one was pathological at both 
times. 

Using the Wilcoxon matched pairs signed ranks test, 
comparisons were made between the ‘before’ and ‘after’ 
scores for each individual on the two subscales. Comparisons 
were made for those in the Flotta and mortuery groups 


separately and taken together, and for those in the control 
group (Table 4). There was no significant change in 
individual officers’ scores for depression, but there were 
statistically significant changes in the case of anxiety in the 
direction of reduced anxiety scores after the body-handling. 

Those officers who had had previous experiences of body- 
handling were compared with those who had not. Because of 
the small cell values, x^ analyses were carried out on collapsed 
categories for the HAD Scale (with cut-off points of 7 and 
10), but no significant differences were found for anxiety or 
depression between experienced and inexperienced officers. 
Experience of body-handling did not therefore relate signifi- 
cantly to psychiatric morbidity as defined by the HAD Scale. 

The officers at Flotta and at the mortuary were compared 
on their responses to the IES (Table 5). 

Mann-Whitney comparisons were conducted to compare 
the Flotta and mortuary groups in terms of their intrusion 
and avoidance scores. There were no significant differences 
for intrusion, avoidance or total scores between Flotta and 
the mortuary. The same comparisons were made for 
inexperienced and experienced officers. None of these 
comparisons obtained a statistically significant difference. 

Spearman correlations were carried out between the 
officers’ total scores on the IES and their anxiety and 
depression scores obtained from the HAD Scale. In neither 
case was the correlation statistically significant. Similarly, 
there was no significant correlation between the avoidance 
subscale of the IES and the HAD scores, but there was a 
significant positive correlation between the intrusion 


Table 4 
Wilcoxon comparisons for ‘before’ and ‘after’ anxiety and 
depression scores on the HAD Scale for officers at Flotta 
and the mortuary, and the control group 











Wilcoxon z 
Anxiety Depression 
Flotta ~1.88 -0.36 
Mortuary -2.37* -1.67 
Combined (Flotta and mortuary} —3.03** ~1.21 
Controls -1.35 -072 


*P«0 02, **P<0 002 
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Table 5 
Scores on the Impact of Event Scale 
Intrusion subscore Avoidance subscore Total score 
Mean Median s.d. Mean Median sd Mean Median sd 
Flotta 3.45 1.00 4.92 2.75 0.00 5.00 6.20 2.50 9.30 
Mortuary 5.64 5.00 5.50 6.39 4.00 7.82 12.03 9.00 12.551 
Combined (Flotta and mortuary) 4.81 3.00 6.35 6.02 1.00 7.07 9.83 6.00 11 691 
Table 6 (e.g. Raphael, 1986; Alexander, 1990). There 


Scores on the Eysenck Personality Questionnaire from the 
Occupational Health Study 





Mean Norm for s.d. Norm for 
mean’ sd! 
P scale (tough mindedness) 2.73 3.20 2.72 307 
E scale (extraversion) 13.50 1304 4.34 502 
N scale (neuroticism) 971 8.07 5.27 3 26 
L scale (dissimulation) 7 39 - 3.37 - 


1 Normative data compiled by Eysenck & Eysenck (1975) 


subscale of the IES and HAD anxiety scores (Ry = + 0.37, 
P<0.006) and depression scores (R,,= + 0.22, P<0.05). 

The EPQ scores from the Occupational Health Study are 
shown in Table 6, together with the normative data 
compiled by Eysenck & Eysenck (1975). 

A series of Spearman correlations was conducted between 
the officers’ scores on each of the EPQ scales and those 
from the IES (intrusion, avoidance and total scores). None 
of these comparisons was statistically significant. 

Further Spearman correlations revealed that only the N scale 
of the EPQ correlated with the scores on the HAD Scale 
(anxiety, R,,—0.40, P<0.007; depression, R,,—0.40, 
P «:0.006). 

From the police records, each officer's duration of sick 
leave in the 12 months since the completion of the exercise 
was identified. (Unfortunately, for technical reasons the 
comparable data for the 12 months before the disaster were 
not available for this report.) The mean time off work for 
the combined Flotta and mortuary group was 2.79 days, 
with a standard deviation of 4.28 days. The respective 
figures for the control group were 3.98 days and 7.03 days. 
For each group the median was one day. A Wilcoxon 
matched pairs signed rank test revealed that there was no 
statistically significant difference between the two groups 
in terms of days off work through ill health. 


Discussion 


Disasters are not new phenomena, but only over the 
last 10-15 years have there been systematic attempts 
to investigate post-traumatic reactions. Initially such 
research focused almost exclusively on the primary 
victims, namely the survivors of tragedies, but, quite 
appropriately, increasing concern has been shown 
towards those whose duties require them to deal with 
many of the unpleasant consequences of disasters 


is, unfortunately, the assumptive stereotype of 
the 'helper' and rescue worker as being the one 
who is infinitely resourceful and impervious to 
the impact of trauma and adversity to which others 
succumb. This view may have to some extent 
inhibited appropriate research, but there can now 
be no doubt that even experienced police officers 
can suffer greatly following their experience of 
major tragedy (e.g. Duckworth, 1986). 

Unfortunately, disasters rarely provide much 
time for researchers to devise their research 
strategy, to develop their research instruments 
or to generate suitable control groups. Because 
of a tragic coincidence, however, this study is able 
to provide data for a before-and-after comparison 
of officers involved in distasteful duties following 
a major catastrophe, and to provide comparisons 
with a matched control group. 

The study sample comprised over 50 police 
officers who were required to deal with bodies 
and human remains after the Piper Alpha oil-rig 
disaster. Some of the officers had to retrieve 
these from the wrecked accommodation module, 
which had lain at the bottom of the North Sea for 
three months. The remaining police personnel dealt 
with the bodies at the mortuary and assisted the 
pathologists during the post mortems. All these 
officers had been engaged, therefore, in duties 
which have previously been identified as highly 
stressful (Jones, 1985; Duckworth, 1986; McFarlane, 
1986). 

However, the results from this study suggest that 
these officers conducted their duties successfully and 
emerged relatively unscathed, and some even seem 
to have gained from their experiences. As the 
response rates from the study sample and the control 
group were good, there is no reason to assume that 
the reported results are unrepresentative. Com- 
parisons conducted on each officer's scores on the 
Hospital Anxiety and Depression Scale before and 
after his/her body-handling duties failed to reveal 
any increase in psychiatric morbidity (indeed, the 
anxiety scores declined significantly; a finding which 
will be addressed below). 
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Also, there was no difference between the control 
group and the study group in terms of the number 
of days of sick leave taken since the completion of 
the Piper Alpha exercise. It was not the case, 
however, that these officers were totally untouched 
by their experiences, as is clear from their replies to 
the Impact of Event Scale. The fact that post- 
traumatic reactions, such as intrusive images, are 
reported without there being raised levels of 
psychiatric illness or increased sick leave tends to 
confirm Ingham's (1981) argument that one needs 
to distinguish between distress and ‘caseness’, and 
to support McFarlane's (1988) observation that there 
does not appear to be a simple one-to-one relation- 
ship between distress and psychiatric illness. 

The officers were asked to indicate how they 
personally had tried to cope with their feelings and 
reactions. Nearly all of them reported that they had 
found humour helpful. Others (e.g. Jones, 1985) 
have noted the value of ‘black’ humour, provided 
that its use is confined to the context. The first author 
can personally confirm the relief that & well timed 
joke or wisecrack can achieve, but quoted out of 
context it would quite rightly be adjudged tasteless 
and offensive. Talking with colleagues (which was 
done informally and formally at briefing and 
debriefing sessions) was also used by many officers 
and found to be helpful. Similarly, thinking about 
the positive aspects of the work (an issue which was 
emphasised at the induction sessions) served as a 
helpful coping strategy. This is consistent with 
Lazarus & Folkman's (1984) claim for the value of 
‘cognitive reconstructing’, i.e. translating what is an 
unpleasant and arduous task into a highly valuable 
and meaningful one. Certainly, from the point of 
view of the bereft and the subsequent -nquiry, the 
retrieval of human remains was an important 
contribution. Avoidant strategies, such as avoiding 
thinking about what they were doing or looking 
forward to being off duty, were less commonly used 
by these officers, although a substantial proportion 
of those who did use them found them to be helpful. 
The least helpful method was ‘‘keeping thoughts to 
myself"', 

Although it is not possible to draw clearly defined 
causal links between the low ‘level of psychiatric 
morbidity and what the officers stated about their 
experiences during their duties, their replies may cast 
some light on what are helpful features of such 
exercises. In this regard it should be noted that, 
although the duties at Flotta and the mcrtuary were 
not identical, the views of the officers at these two 
Sites were very similar. 

Confirming the psychometric analysis, the officers 
reported that they believed they had fulfilled their 
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duties successfully. Only one officer felt he was still 
under stress because of his duties. (This individual 
is known to the first author, and the claim is 
justified.) Very few individuals regretted having 
taken part in the exercise, and few wished not to be 
involved in any similar one. In terms of what have 
been mitigating factors, the officers’ reports of good 
morale, organisation and team spirit should be 
emphasised. 

Aveline & Fowlie (1987) point out that institutions 
and groups with a strong esprit de corps foster 
feelings of loyalty and a sense of belonging. It is 
important, however, to recognise that, while these 
factors can have a healing function for individuals 
after adversity, there may prevail a subcultural 
expectation therein that the members of the group 
will be able to cope and ''take everything in their 
stride” (ibid. p. 16). 

The officers also felt that their needs had been 
addressed appropriately. (The first author can testify 
to the thoroughness of the induction sessions, in 
which the relevance of meeting physical, emotional 
and social needs was a major focus.) That it is 
valuable for the officers to see their experiences as 
being helpful for the future is supported by the work 
of Taylor & Frazer (1982), Berah et al (1984), 
Durham ef al (1985) and Raphael (1986). Also the 
availability of support has been described as 
important by earlier researchers (e.g. Taylor & 
Frazer, 1982). In the present study, what is interesting 
is that many officers claimed that they received more 
support than usual not only from their fellow officers 
but from other personnel. Clearly, of course, it is 
not a question of any kind of support. That which 
is empathic and constructive - by, for instance, 
helping officers to express their feelings and identify 
effective methods of coping - is more likely to be 
helpful. The timing of the provision of support is 
also likely to be an important issue. In view of 
Lieberman's (1982) observation that ill-timed and 
overly intrusive support might exacerbate stress 
reactions, psychiatric support (provided by DAA and 
DGF) was deliberately made low-key, readily 
available and unobtrusive. Consistent with the views 
of Wilson (1989), any formal intervention was 
designed to be prompt; however, although there 
was a good deal of informal ‘chat’ during DAA's 
visits to Flotta, no formal counselling was required. 
It can be argued that the real value of such informal 
contributions is dependent on the participants' 
willingness to speak openly about their feelings, 
attitudes and reactions - as was the case with these 
Officers. It is impossible to know precisely what the 
therapeutic effects the immediate availability of 
psychiatric support had. Several officers did comment 
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informally, however, that it was good to know it was 
there, if needed. It is.also possible that an indirect 
benefit was gained from the informal and formal 
psychiatric involvement ‘behind the scenes’ with the 
senior officers, and during the preparatory stages of 
the exercise. However, it should be noted that neither 
DAA nor DGF took part in the debriefing sessions: it 
was agreed by all involved that these sessions should 
be seen as a professional police responsibility 
exercised by the senior officers in charge. 

Because there are implications for planning and 
training, it is noted that over half of the officers 
found the anticipation of what was facing them more 
stressful than the, work itself. This suggests there is 
merit in trying to narrow the gap between expectations 
and reality. Obviously helpers should be prepared 
‘for the worst’, but unnecessary anxiety should be 
minimised. Such anxiety might also be relieved by 
ensuring that the time waiting before engaging in 
such duties is spent constructively (particularly in 
activities conducive to team-building). 

What is most striking about the officers’ description 
of the organisation, management and general ethos 
of this exercise is the contrast with what was said 
about routine police work in the Occupational Health 
Study. From the latter, the factors which seemed to 
be much more potent causes of stress, illness, high 
levels of alcohol consumption, absenteeism and dis- 
affection were principally organisational and 
managerial ones (e.g. paperwork, the need to meet 
deadlines, a lack of personal recognition, perceived 
unnecessary obstacles at work, and the lack of 
opportunity to display initiative and discretion). 
Specific incidents (e.g. serious road traffic accidents 
or dealing with violence) were reported as ‘stressful’, 
but largely only in the short term. They did not, in 
general, relate to clinically significant levels of 
anxiety or depression, or high levels of alcohol 
consumption (Alexander ef al, 1991). 

Although other factors may have played a part, 
what these results seem to suggest is that powerful 
antidotes to the deleterious effects of unpleasant 
tasks are organisational and managerial in nature. 
Obviously, in certain disasters (e.g. the Bradford fire 
disaster and Lockerbie) police officers and other 
helpers may have very little time to plan and prepare 
before being exposed to noxious experiences. It has 
to be acknowledged that the Grampian Police and 
the other professionals involved were fortunate in 
the sense of having several months to be fully 
appraised of the nature and the enormity of the task, 
such that an effective operational strategy - much 
enabled by Occidental, the oil firm -could be 
prepared. However, if circumstances permit, perhaps 
much can be done to prevent the occurrence of 
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post-traumatic stress disorder. This does not deny 
the role of specialist counselling (Alexander, 1990), 
but this approach does offer a preventative strategy 
rather than a purely reactive one. 

Previous experience of working in harrowing 
settings has been reported as a moderating factor 
(Grundy, 1990), hence the proposal for a national 
team of police officers trained specially for victim 
recovery and identification. In the present study, 
however, although there was a tendency for the less 
experienced to have higher scores on the HAD Scale, 
the difference between experienced and less experienced 
officers was not statistically significant. Nonetheless, 
it must be borne in mind that to some extent the 
officers had been selected, and also less experienced 
officers were paired with the more experienced ones. 
It is the view of the first author that this pairing 
scheme was helpful. Not only did the less experienced 
learn certain practical aspects of such work, but they 
also seemed to gain from the provision of effective 
models in that senior officers were not reluctant to 
express their emotional reactions, and yet developed 
and demonstrated ways of coping with their duties. 

The relevance of basic personality traits to the 
development of adverse reactions to trauma has been 
considered by some. McFarlane (1989) found 
neuroticism, as measured by the Eysenck Personality 
Inventory, to be a better predictor of post-traumatic 
morbidity than the degree of exposure to trauma. 
In the present study, there was a significant positive 
correlation between the scores on the neuroticism 
scale of the EPQ and those on the HAD; there was 
no association, however, between any of the 
subscales of the personality measure and any of 
the IES scores (avoidance, intrusion or total). It must 
also be noted that these officers’ scores on the EPQ 
are similar to the published norms (Eysenck & 
Eysenck, 1975), suggesting that, at least in terms of 
the personality features measured by this instrument, 
these respondents are not typical. 

A major issue in researching the impact of 
potentially traumatic events on a group of police 
officers is the possibility they may wish to present 
themselves in a deceptively favourable light (i.e. to 
dissimulate). Because of this, it is important to 
consider briefly a number of factors which add 
credibility to these findings. Firstly, the senior author 
already had a good working relationship with many 
of these officers, not only because of their earlier 
contact with him during the Occupational Health 
Study, but because he had been involved with them 
during previous phases of the disaster operations, 
including at the Accident and Emergency Department 
and on the fire-fighting ship, the MSV Tharos. This 
relationship is likely to have made frankness and 
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personal revelations about adverse reactions more 
likely. Secondly, at an informal level and on the IES 
and the questionnaires, the officers confirmed that 
they were not unmoved by the sights, scunds and 
smells they encountered. They admitted that their 
duties ' were unpleasant and more‘ stressful than 
routine police work. Thirdly, the study did use one 
objective measure - namely, sick leave - to supple- 
ment the self-report measures. Fourthly, all corre- 
spondence pertaining to this study emphasised 


confidentiality and the need for frankness. Fifthly, . 


a statistical method was'used to assess dissimulation. 
It has been shown by Michaelis & Eysenck (1971) 
that, where individuals have a high motivation to 
present themselves in an unrealistically favourable 
light, the correlation between the lie scale and the 
neuroticism scale of the EPQ is relatively high 
(approaching or even exceeding — 0.5). In this study, 
the correlation fell well below that level, suggesting 
no significant tendency on the part of these officers 
to dissimulate. The fact that their scores on the scales 
were comparable with the normative data also 
implies that they were not presenting thernselves in 
an unduly favourable way. 


Conclusion 


Researchers in the field of trauma are faced with the 
dual challenge of identifying the relationshio between 
major traumatic life events and different cutcomes, 
and of describing the role of various modulating 
factors. It is widely accepted that adverse tasks, such 
as handling and identification of bodies, can disrupt 
an individuals psychological and physiological 
equilibrium. 

This study confirms that even experienced police 
officers are not immune to the effects of such work. 
However, distress need not be translated into 
*caseness' or psychiatric morbidity. Moreover, the 
risks of misinterpreting post-traumatic scores on 
measures of morbidity are confirmed by the 
fortunate availability in this study of data obtained 
before the disaster. In the absence of such data it 
would have appeared as though a considerable 
proportion of officers were suffering from clinically 
significant levels of anxiety due to the disaster work. 

The results also suggest that there are several 
coping strategies, such as humour, which cen modify 
the impact of adverse experience, and (perhaps 
more significantly) that there are a number of 
organisational and managerial steps which can be 
taken to reduce the likely impact of such experience. 
Good team relationships, thorough preparation and 
high morale, backed up by discreet prcfessional 
support, appear to be powerful antidotes to the more 
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serious and enduring adverse reactions to potentially 
traumatic experiences. It is possible that a linking 
theme running through these factors is the sense of 
control and mastery which they create for the 
individuals involved. 
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The 1978 Italian Mental Health Eizo Personal Evaluation: 
A Review 


. KATHLEEN JONES, GREG WILKINSON and T. K. J. CRAIG 


“The author discusses the sociopsychiatric consequences of the 1978 Italian mental health 
law. He also reviews the International scientific ideas that led up to it. The sociopolrtical 
psychlatric views of the late Franco Basaglia, pioneer of the change in the mental health system 
of the Italian Republic, are described. Statistical reports and critical analyses are reported. 
Objective data, based on the author's personal experience as a practising psychiatrist in Rome, 


Italy, from 1969 to 1987; are given.” 


The summary quoted above is from an article by 
Palermo (1991). The present authors were invited to 
comment upon the study. 


Kathleen Jones 


Dr Palermo, who practised as a psychiatrist in Rome 
from 1969 to 1987, provides a useful update on the 
mental health situation in Italy, where Law 180 of 
1978 was designed to prevent further mental hospital 
admissions, replacing them with treatment in short- 
term ‘diagnosis and cure units’ and ‘alternative 
structures'. He describes the 'psychotherapeutic 
impotence’ of many psychiatrists; -he misery 
caused to families; and the long-standing lack of 
resources. 

Palermo produces some statistics: between 1978 
and 1983, commitments to psychiatric hospitals for 
the criminally insane in Italy increased by 57.6%; 
the number of suicides attributed to psychiatric 
disturbances increased by 19%; and the number of 
deaths due to psychiatric disturbances increased by 
43.5%. If these figures are reliable, the direction of 
change seems unmistakable, and the consequences 
of change are tragic. 

The Italian ‘reform’ owed much to the charismatic 
personality of Dr Franco Basaglia, Director of the 
Mental Health Services in Trieste and, for the last 
two years of his life, of the Lazio region, which 
includes Rome and its environs. As Palermo notes, 
Basaglia's contribution was basically ideological, 
deriving from the thought of Laing, Cooper, 
Marcuse, Sartre, Heidegger and others. It was also 
strongly political - a Euro-Marxist approach which 
rested on the belief that patients in a mental hospital 
were being subjected to capitalist oppression, and 
that any form of work they undertook was 
exploitation. His views were a heady cocktail of 


European and North American left-wing thought of 
the late 1960s, shaped to the Italian political situation 
of the late 1970s, and made policy by a very skilful 
pressure-group campaign. 

Perhaps Palermo does less than justice to Basaglia — 
a man of great human sympathy, who inspired a 
remarkable loyalty in colleagues and patients alike. 
He certainly underestimates the campaign for what 
eventually became Law 180, in which Basaglia's own 
organisation, Psichiatria Democratica, bombarded 
politicians and the general public by press and 
television with images of oppression in mental 
hospitals and the freedom to be found in life in the 
community. The eventual passing of the law was 
accomplished by the threat of a public referendum 
on the existing mental health laws. If this had 
been successful, it would have left Italy with- 
out any mental health legislation at all. In the 
circumstances, the fragmented political groups in 
the Italian National Assembly briefly combined 
to support the new legislation. The important 
point is that such tactics are unlikely to succeed 
twice. 

Franco Basaglia's widow, Franca Ongaro Basaglia, 
is now bringing forward a bill which will *'include 
more financial aid for the actuation of Law 180”. 
This is hardly news: Signora Basaglia has consistently 
blamed the failure of Law 180 on the lack of 
resources, and, as a member of Italy's National 
Assembly, hes worked hard to secure additional 
funding; but Palermo does not mention one key 
factor in the situation - Law 833 of 1982 (a 
consolidating health measure which, among many 
other provisions, superseded Law 180) set up the 
Unitá Sanitaria Locali (USLs) which now form the 
basis of Italian local health provision. The USLs are 
not community-based services for the mentally ill, 
as Palermo implies. They are local health districts, 
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responsible for all hospital and community services 
for all specialties. Each has its own budget and 
administers a small area - there are 19 USLs in 
Milan, and some 20 in Rome. Each decides its own 
allocations between hospital and community, for 
acute and chronic services. A few have made 
mental health services a priority, the majority have 
not. 

Consequently, it is impossible to generalise about 
‘The Italian Experience’: services in one district can 
be quite different from those in the next; and it is 
not possible to vote more finance for the care of 
mentally ill people unless it is earmarked. Though 
Britain has now reintroduced earmarked funds for 
mental illness services for the first time in more than 
30 years, the Italian government has so far been very 
reluctant to do so. 

The Italian mental health services need more than 
additional funding. As Palermo notes, there was no 
coherent attempt at planning before the passage of 
Law 180, and epidemiological research is developing 
very slowly, 13 years after the law changed. The new 
law did not spell out what ‘alternative structures’ 
might be developed in the community, and many 
parts of Italy, particularly in the south, have little 
that might be described as ‘community care’ to offer 
even now, In many areas, people are still admitted 
to the deteriorating mental hospitals, because there 
is no other provision for them - to comply with the 
law, which forbids the admission of ‘patients’, they 
are often described as ‘ospifi’, or ‘guests’. Many 
people admitted to the short-term diagnosis and cure 
units stay there, not for the prescribed maximum of 
72, hours, but for weeks or months, because there 
is nowhere else for them to go. These units take what 
Italian psychiatrists describe as ‘heavy psychiatry’ - 
patients who are violent, aggressive or self-destructive 
in the community. Basaglia’s frequently repeated 
belief that ‘dangerousness’ was merely a product of 
a system of incarceration turned out to be sadly wide 
of the mark. 

Palermo’s paper reminds us that the complexities 
and the tragedies of the Italian legal experiment are 
still going on. There have been many draft bills to 
change the law, the majority merely legalising what 
is common practice: reintroducing some form of 
hospital care under a new name, allowing for longer 
stay in the diagnosis and cure units; but none has 
commanded sufficient support from the main parties 
to secure its acceptance, and the political coup of 
1978 is unlikely to be repeated. 

If there is a lesson to be learned from the 
distressing muddle of the Italian mental health 
situation, it is a very old one: law, unfortunately, 
does not cure patients. 
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“Italy is universally considered a particularly un- 
predictable and deceptive country. Some people even 
believe that this is the only absolutely certain thing 
about it. They are, of course, right some of the time, 
but also wrong as often. There are no sure guides to 
what Italy is and what it might do next. Italians 
themselves are almost always baffled by their own 
behaviour. The only people who have no doubts and hold 
very definite and clear ideas about the country and its 
inhabitants are foreigners. . ." (Luigi Barzini, 1983, 
p. 157). 


The 1978 Italian psychiatric reform has been credited 
with shifting the care of people with psychiatric 
disorder from asylum to community by prohibiting 
new admissions to asylums and stimulating the 
development of community-orientated services. The 
reform has generated much acerbic debate, mainly 
in Europe and the USA, but, characteristically, 
relatively few of the numerous published assessments 
have been based on observed or experimental data 
(Becker, 1985; Papeschi, 1985; Bollini ef al, 1986, 
1988; Jones & Poletti, 1986; Robb, 1986; Lovell, 
1986; Tansella et a/, 1987; Williams et al, 1987; 
Bollini & Mollica, 1989; Calabrese et al, 1990; 
Crepet, 1990; Glick, 1990). Palermo's personal 
evaluation of the effects of Law 180 is in close 
agreement with observations made by Freeman et al 
(1985) in Mental Health Services in Europe: 10 Years 
On, namely that eradication of mental hospitals and 
the establishment of community-based, non-segre- 
gated and de-medicalised care has met with diffi- 
culties in implementation. 

My contribution to the controversy will be to 
emphasise results from three recent publications on 
the topic that are written by Italian authors, take 
distinct medical perspectives, are based on empirical 
Observation, and seem to provide information of 
sufficient reliability and validity for worthwhile 
contemplation. 

Firstly, from a general perspective, an overview 
of investigations evaluating the reform's outcome 
has supported the conclusion that Italian society has 
successfully generated a psychiatric system without 
asylums (Bollini & Mollica, 1989). However, in this 
context, achievement is perhaps better considered 
along a series of dimensions than as a category, and 
these authors acknowledge, as most observers do, 
that it remains necessary to extend the intention of 
the reform: (a) to people with the most disabling 
psychiatric disorders; and (b) to the regions of the 
south, where poor resources, particularly inadequate 
provision of community-orientated services, and the 
presence of private mental hospitals that are 
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publicly reimbursed contribute to a persisting cycle 
of disadvantage in the delivery of mental health care. 
It is worth noting, though, that Bollini & Mollica 
(1989) could not find any study revealing the 
quantitative extent to which people with psychiatric 
disorders in Italy fail to receive treatment because 
of the effects of Law 180 or the degree to which 
Italian families are burdened by caring for discharged 
relatives. 

Secondly, an examination of available national 
and local sources of data has demonstrated that the 
quality of mental health care provided in Italy is, to 
generalise, unacceptable (Crepet, 1990). It appears 
that a decrease in the number of in-patients in mental 
hospitals has been accompanied by a numerical 
increase in extramural services. However, 'new 
services’ may comprise, in effect, some consulting 
rooms that are open for a few hours per week and, 
in metropolitan areas, may consist largely of 
psychotherapy - with community activities, home 
visits and rehabilitation ''being abandoned to an 
increasing extent’’. 

Expansion of such district services does not seem 
to have been accompanied by any reduction in 
hospital admissions for people with psychiatric dis- 
orders. The number of admissions to psychiatric 
units in general hospitals and to private and 
university clinics appears to be increasing, as do the 
number of days spent in hospital, while the 
proportion of non-voluntary admissions and the 
average period of hospital stay are decreasing. 

Thirdly, to take a specific case study, a detailed 
evaluation of post-reform community psychiatric 
services in south Verona has been published (Tansella, 
1991). This community psychiatric service is based 
on the provisions of the Italian psychiatric reform 
and has operated since 1978. The service is an 
alternative to the old hospital-centred system of 
care, and provides care and support to all types of 
patients without back-up from the mental hospital, 
where a few old long-stay in-patients continue to 
reside. 

Trends in the provision of community psychiatric 
services from 1979 to 1988 reveal that one-day and 
one-year prevalence figures and incidence rates based 
on psychiatric case registers are lower than those 
found in other register areas outside Jtaly, partly 
because of the smaller number of specialised out- 
patient facilities available in south Verona and partly 
because of a lesser use of in-patient care there. 
Additionally, there is a tendency in Italy for older 
people with psychiatric disorders to be cared for 
outside the mental health system. 

Most people with mental disorder in contact with 
the services in south Verona in any year were treated 
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without in-patient care, and this applied to all 
diagnostic groups - except affective psychosis. Rates 
of compulsory admission dropped dramatically after 
the reform..In 1988 the total number of admissions 
to all in-patient facilities (including private hospitals) 
was only 8.4% lower than that found in 1977, one 
year before the reform, although the mean number 
of occupied beds in 1988 was 47% lower than in 1977. 

Point-prevalence figures for long-stay in-patients 
have slowly decreased over the years and there has 
been negligible build-up of new long-stay in-patients. 
The community psychiatric service cares for the vast 
majority of those people who, before the reform, 
would have been admitted to the mental hospital and 
most probably have become long-stay patients. These 
people with long-term mental disorders living in the 
community have accumulated consistently since 1981 
and continue to make high use of community psy- 
chiatric services. 

Results are also reported from a retrospective 
follow-up study conducted on a full cohort of 
residents of south Verona who contacted the 
psychiatric services monitored by the case register 
in 1979 and received an ICD-9 diagnosis of 
schizophrenia or other functional non-affective 
psychosis. Members of the cohort were traced in 
1986 and interviewed using standardised instru- 
ments. Those living in the community were found 
in a variety of circumstances, but none who were 
judged to need support were without it (including 
those who were out of contact with psychiatric 
services). 

Comparisons between patients who had remained in 
the mental hospital and those living in the community 
revealed that the clinical condition of the former 
tended to stay unchanged over the years while their 
social skills declined. They were withdrawn, unable 
to relate to others, and had a severely restricted range 
of interests and activities. By contrast, symptoms and 
social performance were not correlated in a consistent 
manner for patients living in the community, who 
tended to show most disturbance in their occupational 
and heterosexual role behaviour. Thus, prolonged 
contact with community psychiatric services did not 
entirely prevent social disability. 

A parallel study conducted on the same cohort 
assessed ‘needs for care’ in. people with long-term 
psychiatric disorders living in the community. The 
community psychiatric service was found to be 
meeting both the clinical and living skills ‘needs for 
care' of its patients. 

Lastly, prevalence figures and incidence rates for 
patients with affective disorders who contacted the 
south Verona psychiatric case register in the period 
1979-88 were reported. In short, most affective 


ITALIAN MENTAL HEALTH LAW 


disorders were treated mainly in general practice; 
for every 100: contacts with general practitioners 
there were 10 contacts with the community 
psychiatric service and one admission to Honi- 
tal; 


Four uncomplicated and familiar messages emanate 
from the Italian experience (Tansella & Williams, 
1987). 

(a) Transition from a psychiatric service that is 
primarily hospital-based to one that is mainly 
community-based cannot be accomplished simply by 
closing mental hospitals. Alternative structures must 
be provided and the process involved requires time 
for planning and implementation. : 

(b) Efficient functioning of community-based 
psychiatric services requires commitment from 
individuals running the service, and the provision of 
service structures requires political and administrative 
commitment. 

(c) Monitoring, planning and evaluation should 
go hand in hand, and evaluation of community 
psychiatric services should. have an epidemiological 
basis. 

(d) Community psychiatry for people with psy- 
chiatric disorder depends to a great extent on the 
continuing capacity of general practitioners to 
provide primary medical care to affected individuals. 
The vast majority of people with long-term psy- 
chiatric disorders are registered with and regularly 
attend general practitioners, and these doctors play 
a crucial role in dealing with their crises and relapses 
as well as in their routine medical care. The role of 
the general medical practitioner should be reinforced 
and enhanced in whatever plans are implemented for 
the structure and function of community psychiatric 
p es 

A variety of proposals for modifying Law 180 
have been presented to the Italian parliament by 
political parties representing a widely divergent 
spectrum of opinion. Both professionals and planners 
think that Law 180 should be amended to provide 
for growth in the quantity and quality of community 
psychiatric services and to correct regional 
heterogeneity. 

But in Italy, political considerations become 
paramount and, as the Economist (1990) aptly 
remarked: 


“The central criticism of the Italian [political] system 
is that it threatens to hold Italy back needlessly by putting 
politicians in charge of too many aspects of life rather 
than setting some rules and letting individuals get on with 
the business of living it. Reform is hard when consensus 
is needed for every change; planning is all but impossible 
when the revolving door of government seldom stops 
: turning. a 
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George Palermo reports what he sees as inevitable 
consequences of the enactment of a political ideology 
im the absence of.either the economic or societal 
infrastructure to translate the ideal to functional 
reality. The. Italian Law 180 emerged from a 


' partnership between a relatively small number of 


specialist mental health professionals and a coalition 
of popular left-wing politicians. Its passage, unlike 
mental health legislation in any other country, was 
backed by extraordinary public goodwill, hailed in 
some areas with public demonstrations of rejoicing 
and support. The driving ideals of the reformation 
were those of a wider social movement which viewed 
the mental hospital as yet another manifestation 
of unjust and countertherapeutic social control. 
The way forward therefore necessitated the abo- 
lition of the institution and its replacement by 
alternative, community-based voluntary treat- 
ments. 

The translation of these fine ideals into the reality 
of services involved five specific steps: community- 
based services operating within strict geographical 
boundaries were to form the linchpin of psychiatric 
care; admissions to mental hospitals were to cease; 
in-patient care was to be supplied by new, small units 
in general hospitals; compulsory admissions were to 
be strictly controlled, with extensive rights of appeal 
and statutory requirements of review at two and 
seven days; and, finally, all this was to be run by 
existing mental health personnel. . 

According to Palermo, the ideals are far from 
realised and the translation to community-based care 
has fallen far short of its target. Psychiatrists in both 
private and public practice find themselves short of 
admission facilities, and short of powers to contain 
and manage severe disability, while some of the 
wards in the general hospitals have reproduced the 
worst aspects of the old mental hospital. Despite 
these gloomy data, Palermo acknowledges that the 
system has not failed everywhere, and although he 
gives no details, he refers to more positive reports 
from some regions of Maly (e.g. Tansella et al, 
1987). 

Unfortunately, like sóc else written about 
community care, the lack of up-to-date empirical 
data seriously hampers any detached assessment of 
the effects of the introduction of the new services, 
and in Palermo's paper, we have little more than an 
opinion based more on personal frustrations than 
on fact. From what data there are (recently reviewed 
by Crepet (1990)), it is clear that the introduction 
of new services continues to be slow and uneven 
across Italy. There are major imbalances between the 
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north and south of the country and between urban 
and rural areas. Most of the growth in district 
services is confined to regions where services were 
already the most advanced before the legislation. Few 
services provide 24-hour cover and most activity 
continues in the form of out-patient clinics. Active 
outreach, crisis intervention, and home-based care 
come far down the list. 

There is, of course, nothing uniquely Italian about 
this experience. In Britain, the USA, and Australia, 
for example, there is the same mix of successful local 
services (often set up as pilot schemes znd part of 
a research programme) and the same failure to 
implement these on a large enough scale 10 meet the 
needs of a district-wide population. Ofter, the ideals 
of deinstitutionalisation amount in practice to little 
more than the shifting of people from one institutional 
setting to another — from the lunatic asylum to the 
nursing home, boarding house, or private hospital. 
Surveys have repeatedly observed a tendency for new 
community services to drift away from ca-ing for the 
ex-institutional patient in favour of consulting-room 
psychotherapy for people with stress-related disorders 
who previously would not have been treated by 
secondary-care services (e.g. Sayce et ai, 1991). 

This failure to extend successful pilot projects 
across entire districts can be explained by the 
interaction of three factors - (a) the unanticipated 
consequences of introducing an effective service for 
a previously unrecognised need in the general 
population; (b) the drive to promote the professional 
status of mental health workers; and (c) :he lack of 
adequate managerial control over targeting services 
and establishing their priorities. 

(a) The best evidence we have for an aetiological 
role for social factors concerns the development of 
relatively mild (but not trivial) anxiety and depression 
in the general population. A variety of psycho- 
therapies are beneficial for these stress-p-ecipitated 
disorders. We have a situation in which there is a 
disorder which is serious in terms of its impact on 
society (and thus deserving of treatment effort), a 
plausible aetiological model to justify a relatively 
specific treatment, and a treatment which is at least 
partially effective. But with estimates that as many 
as one in ten of the general population suffer 
significant stress-related emotional disorder in any 
year, the numbers of potential clients are such that 
unless some arbitrary criteria are established to award 
priority for access to the service, it will soon be 
overwhelmed and able to offer little assistance to any 
other group of patients. 

(b) The therapeutic approach employed in the 
management of these disorders is rewarding in terms 
of intellectual demand and the status it can confer 
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on its practitioners as experts. In contrast, the 
interventions that matter for the rehabilitation of the 
chronic severely ill patient typically involve the 
practical provision of simple benefits - ensuring 
adequate take-up of welfare payments, dealing with 
housing problems, retraining in the ordinary skills 
of everyday life, and attending to matters of hygiene 
and personal care. While psychiatrists can retain 
status through their knowledge of drug therapies, 
many other professional groups find themselves 
negotiating with social welfare agencies, struggling 
with intractable shortages in provision over which 
they have no control, and engaged in managing 
disorders in which cure is rare and even alleviation 
of suffering difficult to achieve in the short term. 
Not surprisingly, the task is perceived as not 
requiring any great professionalism, and as being 
unattractive, isolating, and difficult to do well. 

(c) Community care demands the smooth functioning 
and co-operation of many governmental and social- 
care agencies which have little to do with the 
treatment of mental illness per se. The mentally ill 
must now compete with other disadvantaged groups 
for access to housing, employment, social security, 
and public services, none of which seem adequately 
provided for even the healthy members of the 
population. In this context, the twin difficuities of 
unlimited demand for counselling therapies on the 
one hand and the unattractiveness of the task of 
working with the severely disabled client on the other 
call for the very clear setting of priorities within 
services as well as considerable efforts at team 
building and control. But regulations to ensure that 
new services deal with the needs of the most severely 
ill are vague and poorly enforced, and mechanisms 
seldom exist to ensure that new community mental 
health centres are tied in any way to the asylum 
system that they set out to replace. Indeed, there is 
typically a rejection of such ties, in an effort to 
distance the new progressive services from the old 
pattern. With the closure of the institution, the old 
power base of psychiatry has been dismantled. While 
some may see this as desirable, the co-ordinating role 
played by the psychiatrist in a hospital team has 
not been replaced by an effective alternative. 
Professional groups vie in their efforts to take the 
leadership role or else founder in a morass of well 
intentioned but ineffectual democracy; they are then 
unable to agree on common policies about the 
collecting and keeping of information on vulnerable 
clients, to formulate shared service goals, or to 
allocate responsibilities for providing care. 

The debate is not really about whether community- 
based treatments can work, but rather about whether 
the results obtained by highly committed pioneers 
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can be obtained in ordinary health service delivery. 
Palermo's paper would have been more interesting 
and constructive had it included examples where the 
new methods had met with more success, and had 
it attempted some comparative analysis of why they 
work in one setting but not in another. As he says, 
Law 180 and community care are here to stay. Those 
who must work within the new system need all the 
examples of implementing good practice that they 
can find. 
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Brief Reports 


The Prevalence of Eating Disorders in Recently Admitted Psychiatric In-patients 


PHILLIPA J. HAY and ANNE HALL 


Of 107 recently admitted psychiatric patlents screened 
for eating-disorder symptoms by questionnaire, 1796 
met DSM-III-R criteria for eating disorcers. Eight 
patients (one male) had bulimia nervosa. Ten patients 
had eating disorder not otherwise specified: saven (three 
male) bulimic type, and three (one male) anorexia 
nervosa type. The most common concurrent diagnoses 
were mood and personality disorders. As eating-disorder 
symptoms are relevant to the diagnosis and manage- 
ment of other psychiatric disorders they should be 
assessed routinely in all psychlatric patients. 
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Patients with eating disorders have been reported to 
have high rates of mood, anxiety, substance abuse, 
and personality disorders (e.g. Hudson et 2/, 1987). 
Such patients with other psychiatric problems are 
likely to have a poorer prognosis and may form a 
subtype of eating-disorder patient with differing 
aetiology and management (Lacey & Evars, 1986). 
However, less is known about the converse, i.e. the 
rates and relevance of eating-disorder symptoms in 
general psychiatric patients. Kutcher et al (1985) 
reported an unexpectedly high prevalence of eating 
disorders in general psychiatric in-patients In their 
study, 19 of 136 recently admitted Edinburgh 
psychiatric in-patients had a DSM-III diagnosis of 
eating disorder (7.3% bulimia, 3.6% anorexia nervosa 
and 3.0% atypical eating disorder). Six of their patients 
had been admitted for management of an eating 
disorder but the eating-disorder diagnoses had been 
missed by the resident staff in the other 13 patients. 
Esman et al (1986) also found missed eating-disorder 
diagnoses in a consecutive series of female in-patients 
in New York. A later study by Whitehouse et al 
(1989), while failing to replicate these findings, 
did find that past eating-disorder diagnoses and 
symptoms had not been elicited by admitting staff. 

The present study aimed to assess th2 point 
prevalence of eating disorders in recently admitted 
psychiatric in-patients in the Wellington region 
(population 342000) of New Zealand. The design 
was similar to that of Kutcher ef aPs (1985) study 
in using the Eating Questionnaire (Pope ef al, 1984) 
as a screening instrument. However, this study 
interviewed a higher proportion of patients, used a 
structured eating-disorder diagnostic intervizw and 


used DSM-III-R diagnostic criteria (American 
Psychiatric Association, 1987). 


Method 


On a consecutive series of mornings, all present in-patients 
who had been admitted in the past three months to the eight 
acute psychiatric wards of the Wellington hospitals were 
surveyed by self-report questionnaire. The eight acute 
admission wards of the Wellington public hospitals provide 
the only psychiatric admission service in the region and 94% 
of Wellington eating-disorder patients are treated within 
this public system (Hall ef a/, 1985). The questionnaire was 
a modified Pope & Hudson Eating Questionnaire (Pope 
et al, 1984) with two questions added to complete DSM- 
HI-R criteria. The one-page, 28-item questionnaire included 
questions on fear of fatness, weight loss, amenorrhoea, 
binge eating, persistent concern about body shape or weight, 
and weight loss measures. One positive response, rather 
than two as in the Kutcher et ai (1985) study, was used to 
select patients to be interviewed, to ensure that all 
patients who admitted to any eating-disorder symptom were 
examined. 

Positive respondents were interviewed (by PJH) with a 
15-30-minute, interviewer-based, semi-structured interview 
for eating disorders. In a pilot study by the authors of 20 - 
Wellington psychiatric out-patients (nine with eating 
disorders) the interview was found to be simple to 
administer and acceptable to patients. The interview 
(available from the authors on request) was designed to elicit 
current and past DSM-III-R eating-disorder symptoms. 
It had been developed by Bushnell et a/ (1990) and was 
based on the eating-disorders section of the Composite 
International Diagnostic Interview schedule (Wing & 
Robins, 1980) which was modified to include detailed 
questions relating to DSM-III-R criteria for eating 
disorders. Both authors reviewed the interview findings and 
reached consensus on diagnosis. Persistent overconcern with 
body shape and weight (i.e. DSM-III-R, bulimia nervosa 
criterion E) was judged to be present if patients responded 
at the extreme end of a five-point scale (from ‘not at all’ 
to ‘extremely’), to questions about terror of being 
overweight, the effect of a 21b (1 kg) weight loss or gain 
on self-attitude, and dissatisfaction with body proportions. 

Current and past hospital diagnoses were obtained from 
review of the patients’ case notes and directly from the ward 
resident medical officers. The study had approval from the 
Wellington Hospital Board and Wellington School of 
Medicine Research Ethics Committee. Informed consent 
was given by each subject. 
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Results 


Four of 107 current in-patients admitted in the preceding 
three months refused to answer the questionnaire and twó 
were absent. The 101 who answered had a mean age of 36 
years (s.d. 15.4, median 33 years). Fifty-nine were female 
and 26 females were less than 30 years of age. At the time 
of the study there was only one in-patient admitted for 
management of an eating disorder (a male with bulimia 
nervosa). Fifty-four of the 101 gave one or more positive 
responses on the questionnaire, and 53 were interviewed. 
Except for the one patlent who refused to be interviewed, all 


Table 1 


Recently admrtted psychiatric in-patients (n»- 18) wrth 
current DSM-III-R eating disorders 





Diagnosis No. Age: Sex ' Hospital diagnosis 
'years 
Bulimia 
nervosa 
(n=8) 1 22 F Personality disorder NOS; 
E dysthymia; ?factitious disorder 
2 26 F Bipolar digorder manic episode 
3 28 F Alcohol! abuse; schizophrenia 
4 26 F Major depressive episode 
b; 26 F Bipolar disorder depressive 
episode; diabetes 
6 32 F  Borderine personality disorder; 
i undifferentiated somatoform 
- disorder ig 
7 40 F- Generalised anxiety disorder 
8 23 , M', Bulimia nervosa; personality 
disorder NOS 
EDNOS - 
bulimic type 
(n=7) 9 23 F Schizophrenia 
10 26 F  Schizoaffective disorder’ 
11 : 26 F Bref reactive psychosis; 
factitious disorder; ?dysthymia 
.12. 34 F Mayor depressive episode; 
Z alcohol abuse; obesity 
13 17 M  Unspecrfied psychoactive 
substance delirum (on 
admission) 
14 29 M Schizophrenia; psychoactive 
' substance abuse 
15 36 M Mayor depressive eptsode; 
: generaksed anxiety disorder 
EDNOS - 
anorexia 
nervosa 
type (n-3) 16 24 F Major depressive episode; 
' personality desorder NOS 
17 27 F Personality disorder NOS; * 
dysthyrma 
18 42 M Personality disorder NOS; 


adjustment disorder; psycho- 
active substance abuse NOS 


1 Eating disorder was overt, ı e “diagnosed on admission 
NOS = Not otherwise specified. 


n 
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patients readily answered questions about their eating- 
disorder symptoms, although they had not spontaneously 
complained of them to medical staff. 

Eighteen patients (17%) had current (within the past 
month) symptoms of an eating disorder (DSM-III-R 
criteria). All were persistently overconcerned with body shape 
and weight and were distressed by their eating-disorder 
symptoms. Seven had more than one Axis I diagnosis 
(excluding the eating disorder). The most common hospital 
diagnoses were mood disorders (n=9) and personality 
disorders (n — 6). 

Eight patients met DSM-III-R criteria for bulimia 
nervosa. Table 2 shows that symptoms had been present for 
a minimum of six months (median = 27, s.d.=91) in every 
patient, and, that six patients vomited regularly after 
bingeing. 

The 10 patients with eating disorder not otherwise 
specified (EDNOS) fulfilled all but one of the criteria for 
either bulimia nervosa or anorexia nervosa. Five bulimic- 
type patients did not meet DSM-III-R frequency criteria 
for bingeing (i.e. a minimum of twice-weekly bingeing for 
at least three months) and two patients did not regularly 
engage in another activity, e.g. self-induced vomiting, in order 
to prevent weight gain. Two female patients fulfilled all 
the criteria for anorexia nervosa except they were not 
amenorrheic because their use of an oestrogen pill had 
predated weight loss. One male who had been overweight 
had lost 45% of onginal body weight by refusing to eat, but 
was not at 15% below expected body weight. He had 
developed intense fear of weight gain, a distorted body image 
and refused to halt his weight loss. His symptoms appeared 
to reflect his primary personality disorder and conflicts in 
his relationship with the treating staff. 

The remaining 35 case respondents included four with no 
eating-disorder symptoms (three of whom answered 
because of current mental disturbance) and three who had 
a past, but not current, eating disorder (one bulimia nervosa, 
one anorexia nervosa, and one EDNOS - vomiting for weight 
control). The other 28 had a variety of weight or eating 
concerns, including weight loss secondary to depression or 
delusions, but most commonly about varying degrees of 
obesity (five following psychotropic medication). These 
patients did not have typical eating-disorder psychopathology. 





Table 2 
Some diagnostic characteristics of patients wrth bulimia 
nervosa 
Patient Duration of Binge Emesis for Laxative Fasting 
bulimia: frequency werght abuse 
months per week control 
1 8 3 t t * 
2 6 3 - - t 
3 36 14 t = = 
4 7 3 - - * 
5 18 4 * - - 
6 180 3 + + + 
7 240 2 + + - 
8 48 70 + = + 
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Discussion 


The present study found a high rate, 17%, of 
eating disorders, mostly bulimia nervosa, in general 
psychiatric in-patients. The patients included a 
surprisingly high number of males and a w.de range 
of ages and admission diagnoses, although mood and 
personality disorders predominated. 

Right of the 107 psychiatric in-padients in 
Wellington had current bulimia nervosa, and 10 
further patients fulfilled all but one crizerion of 
DSM-III-R anorexia nervosa or bulimia nervosa. 
The high number of eating disorders was not due to 
patients who bad been admitted for management of 
an eating disorder as, at the time of the study, 
only one in-patient had been admitted for manage- 
ment of an eating disorder. This reflected the policy of 
minimal admissions for eating disorders within the 
Wellington public psychiatric service (Hall ef al, 
1985, 1986). 

These findings, based on similar methcds, repli- 
cated those of Kutcher ef al (1985) except that in 
Edinburgh six of the 19 identified eating-disorder in- 
patients had been admitted for management of an 
eating disorder. 

The Cambridge findings (Whitehouse e? al, 1989) 
were apparently contradictory in that n2 current 
eating disorders were diagnosed on interview in 65 
in-patients. This may have been due to unknown 
differences in in-patient populations, reflected by 
there being approximately half as many in-patients 
per head of population in Cambridge as compared 
with Edinburgh or Wellington. There were also 
important differences of method in the Cambridge 
study. The study used the Eating Attitudes Test (EAT) 
and the Bulimic Investigatory Test, Edinburgh 
(BITE) as screening instruments. The 14 patients 
(22% of the sample) who scored 30 or above on the 
EAT, or 20 or above on the BITE, i.e. vho had a 
score highly suggestive of eating disorder psycho- 
pathology, were interviewed. The interview was not 
described and no explanation was given for the eating- 
disorder questionnaire results being in the pathological 
range in 229^ of patients. However, th-ee of the 
patients were diagnosed as having a past history of 
eating disorder. Too few patient details were given 
in the New York study (Esman ef al, 1986) for 
comparison with these studies. 

All four studies found that attending doctors did 
not identify eating-disorder symptoms from general 
psychiatric in-patients despite the fact that patients 
readily spoke about their symptoms wken asked. 
This was as true of Edinburgh and Wellinzton, both 
of which have specialist eating-disorder services, as 
of Cambridge, which does not. 
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A number of questions are raised by the findings 
in this study. Were the eating-disorder diagnoses 
spurious? This may explain admitting medical staff 
neglecting to ask about eating-disorder symptoms that 
they thought were irrelevant to the presenting problem 
of the patient. However, all the patients were inter- 
viewed by a clinician with experience in eating 
disorders (Hay et al, 1989) and the diagnoses made 
by consensus between the authors. Even if all patients 
with EDNOS are dismissed as having clinically in- 
significant symptoms, there remained seven patients 
with previously undiagnosed bulimia nervosa present 
for between six months and twenty years. 

Why should there be such a high prevalence of eating 
disorders, particularly bulimia nervosa, in psychiatric 
in-patients? There are two hypotheses that need 
further investigation. The first is! that a selection 
factor for admission may be the presence of multiple 
diagnoses and the ‘hidden’ eating disorder exacerbates 
the symptoms of the primary disorder and increases 
the chances of admission. Eating disorders, notably 
bulimia nervosa (Swift & Wonderlich, 1988), are also 
associated with low self-esteem which may underlie 
a common predisposition, for patients of both sexes, 
to have developed an eating disorder in association 
with a mood or personality disorder. 

This study did not investigate the development of 
the eating disorder in relation to the patients’ 
psychiatric history. In future studies it would be 
important to establish whether the eating disorder 
had preceded other symptoms, or whether it 
developed as part of a disordered life-style con- 
sequent on the primary diagnosis. 

This study has clear implications for attending 
psychiatric staff. Despite the fact that Wellington is 
a centre for research and teaching on eating disorders 
(Hall et al, 1986), eating-disorder symptoms were not 
identified by attending registrars, except in one 
patient admitted for management of an eating disorder. 
Eating-disorder symptoms, particularly if unidentified, 
may complicate the management of other psychiatric 
disorders. For example, secret vomiting and fear of 
weight gain may lead to inadequate compliance with 
psychotropic medication. Poor self-esteem and self- 
denigration because of uncontrolled binge eating may 
exacerbate depressive symptoms. Rapport between 
the patient and their doctor may also be inexplicably 
difficult to establish if covert but distressing 
symptoms are occurring. 

The findings of this and other studies point to the 
need for a routine diagnostic psychiatric interview 
to include questions about eating-disorder symptoms, 
not only for their immediate clinical relevance but 
also to clarify the relationship of eating disorders to 
other psychiatric symptoms. 
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Effect of Caffeine Intake on Psychotic In-patients 


MARSHALL O. ZASLOVE, RICHARD L. RUSSELL and ELSE ROSS 


Psychotic in-patients who consume caffeine may 
present complications in the course of their Hiness. Two 
cases are described which illustrate the clinical profile of 
such patients, whose caffeine-associated complications 
are often misdiagnosed. 

British Journal of Psychiatry (1991), 159, 565-567 


Caffeine is a potent psychoactive substance whose 
behavioural effects may be mediated through brain 
catecholamine systems (Stoner et al, 1988). The 
anxiogenic effects of caffeine are well known (e.g. 
Greden et al, 1978), and ingestion of caffeine has 
precipitated acute psychotic symptoms in normal 
(Shen & D'Souza, 1979), anorexic (Shaul et al, 1984) 
and schizophrenic (Barone & Grice, 1985) subjects. 
DeFreitas & Schwartz (1979) and Lucas & Pickar 
(1990) have reported increased psychotic symptoms 
in schizophrenics administered caffeine ` under 
double-blind conditions. 

Patients in the 1200-bed Napa State Hospital have, 
until recently, been able to freely obtain caffeinated 
coffee, cola and other caffeine-containing products 


(sale of caffeinated coffee and soft drinks has now 
been discontinued). We have observed individual 
patients drinking 10 to 20 cups of coffee daily (1000 
to 2000 mg caffeine). We have discovered other 
patients on our wards, with dark brown ‘moustaches’ 
and nostrils, signs of having eaten or 'snorted' instant 
coffee (Benson & David, 1986). 

The following cases illustrate typical clinical 
presentations of psychotic in-patients who suffer 
complications in their psychiatric illnesses associated 
with caffeine consumption. 


Case reports 


Case 1 


An acutely delusional 32-year-old man was admitted to the 
hospital with a diagnosis of chronic schizophrenia - 
paranoid type. He had abused alcohol heavily for some 
years, and smoked two packs of cigarettes daily. 
Thiothixene was prescribed, and the patient's delusions 
became less prominent. He settled into a pattern of poor 
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co-operation and irritability with flat affect. He paced the 
unit drinking from a 16-ounce (340 ml) styrofoam cup 
of dark caffeinated instant coffee. His eyes were wide and 
staring. He lost almost 5 kg in weight in one month, and 
required sedatives for increasing restlessness. After he 
assaulted and severely injured a staff member, -hiothixene 
was raised to 100 mg daily. 

His doctor noted, ‘‘He is drinking excessive amounts of 
coffee frequently. He goes back and forth from a pleasant, 
friendly attitude to threats and claims that he is a three- 
star general, is in charge of the hospital, etc.” At other times 
he seemed depressed. He was given 1200 mg carbamazepine 
daily, but required seclusion six times in one month for 
“loud pounding and shouting, probably precipitated by 
caffeine”. 

Caffeine was restricted by doctor’s order, and no 
further outbursts occurred until four weeks later, when 
the patient allegedly stole a jar of instant coffee. Next 
morning he was in seclusion ‘‘shouting at the top of his 
lungs despite p.r.n. medication". A drug screen for 
marijuana and other stimulants was negative. While on a 
visit to court, he was given a cup of coffee to drink and 
“began to pound the walls". He returned to the hospital 
“in a sullen mood”, and caffeine restriction was 
restarted. 


Case 2 


A 29-year-old man was picked up by police an the street 
pacing, posturing and responding to auditory and visual 
hallucinations. He had a history of chronic psychotic illness, 
and alcohol and drug abuse. At the hospital he received 
a diagnosis of chronic schizophrenia - undifferentiated 
type, and was treated with 60 mg haloperidol and 75 mg 
diphenhydramine daily. His hallucinations ard delusions 
subsided somewhat. He roamed the ward at night stealing 
instant coffee from other patients’ lockers. Part of the day 
he lay on his bed, apparently asleep. He then appeared at 
the nursing station, eyes wide and bright, muscles rigid. 
He was tremulous and akathisic, hyperalert, with pressured 
speech, yelling repeatedly, ‘‘Ghosts will get mel!" While 
benztropine, chlordiazepoxide and amobarbital were only 
irregularly effective in controlling these acute episodes, after 
six to nine hours in a seclusion room he invariably became 
quiet and calm; sometimes he became somnolent. He 
remained in this state until the cycle repeated itself hours 
or days later. Drug screens for marijuana were negative. 

His doctor noted, *"These recurrent episodes may be 
related to his ingestion of [instant] coffee granules, which 
blacken his mouth, lips and jowls.’’ Caffeine restriction 
was ordered and a nurse noted, ‘‘Behaviour is calmer, 
perhaps related to decreased caffeine intake.” A later note 
observed, ‘‘After getting instant coffee from peers and 
eating it by the handful, he will run about screaming loudly. 
He then becomes assaultive if confronted." He was 
observed snorting spilled instant coffee granules into his 
nose from the tops of lockers. 

He received neuroleptics, lithium, benzodiazepines and 
carbamazepine in various dosages and combinations, but 
he continued to find and ingest caffeinated coffee and to 
require seclusion on a regular basis. 
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Discussion 


These cases share several characteristics with other 
patients suffering the apparent effects of caffeine 
abuse: 

(a) Substance abuse history. Such patients may 
solicit sedatives for their caffeine-induced insomnia, 
or trihexyphenidyl for locomotor signs of caffeine 
toxicity. Anecdotal reports suggest that trihexy- 
phenidyl combined with caffeine can produce 
euphoria and hallucinations (Greden, 1985). 

(b) Affective symptoms and sleep disturbance 
which responds poorly to sedation. Greden et 
al (1978) observed increased’ depression in psychiatric 
in-patients who used large amounts of caffeine. The 
depressive symptoms in our patients were distinctive, 
tending to alternate with sudden, caffeine-induced 
excitement, anxiety and hyperalertness. Anti- 
depressants, lithium and benzodiazepines failed to 
interrupt these cycles. Sedatives were only partially 
effective against the cyclic insomnia/somnolence. 

(c) Persistent caffeine-seeking and caffeine- 
consuming behaviour. These patient$ spent much of 
their waking lives locating, obtaining and consuming 
caffeine. They could not comply consistently with 
requests for voluntary caffeine restriction. Some 
patients displayed tolerance to large doses of 
caffeine, while others seemed hypersensitive, showing 
symptoms after as little as one cup of coffee (100 mg 
caffeine). In some, sensitivity seemed to vary over 
time. Marked differences in sensitivity to caffeine 
have been widely observed, but their basis remains 
Obscure (Greden, 1985; Barone & Grice, 1985). 

(d) Observable physical signs of acute caffeine 
intoxication. Restlessness, muscle twitching, 
tremulousness, flushed face, fever, tachycardia, 
gastric distress and vomiting were recorded by 
treatment staff observing these patients. However, 
physicians and nursing staff tended to regard such 
findings as signs of affective illness, medication- 
induced pseudoparkinsonism and akathisia, complex 
partial seizures, emotional lability, or indigestion. 

It should be added that acute caffeine toxicity is 
responsible for several reported deaths annually, and 
that the physical signs described above may presage 
seizures and coma (e.g. Dreisbach, 1987). i 

(e) Sudden, brief, otherwise inexplicable fluctu- 
ations in clinical course. These patients were subject 
to sharp exacerbations of their psychotic symptoms, 
which could precipitate and clear rapidly with no 
consistent relationship to medication changes or 
external events. Violent physical assault could occur 
during periods of acute caffeine intoxication. Unless 
caffeine restriction was observed, medication was not 
fully effective in preventing fluctuations. 


CAFFEINE INTAKE IN PSYCHOTIC IN-PATIENTS 


(f Little improvement in spite of vigorous 
treatment. Neuroleptics, lithium, carbamazepine, 
propranolol, methylphenidate and other drugs of 
various classes were given to these patients. 
Along with psychotherapy, social therapies, etc., 
these interventions .failed to produce stable 
improvement. Episodes of apparent acute intoxi- 
cation tended to recur and to disrupt the course 
of treatment. Consumption of caffeinated coffee may 
also have interfered with these patients' absorption 
and metabolism of antipsychotic medication 
(Kulhanek et al, 1979), and response to benzo- 
diazepines (Roache & Griffiths, 1987) and/or 
lithium (United States Pharmacopeial Convention, 
1986). 

(g) Favourable response ‘to careful restriction 
of caffeine. The most effective measures to control 
caffeine toxicity were individual restriction of caffeine 
consumption and, when required, temporary seques- 
tering away from sources of caffeine. (Attention to 
any distressing signs of severe caffeine with- 
drawal and/or depression should accompany such 
measures.) 

Identification of patients who suffer adverse 
effects of high caffeine consumption can be 
facilitated if all treatment staff are familiar with 
the clinical profile outlined here. More frequent 
recognition of caffeine toxicity and its consequences 
will engender a more widely ‘felt determination 
to prevent sensitive psychotic in-patients from 
ingesting unlimited amounts of this psychoactive 
substance. Chronic psychotic illness can pursue 
a notoriously difficult course, and its psycho- 
pharmacological treatment is not without risk. 
Restriction of caffeine is by comparison a simple 
matter, 
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‘Recurrence of Puerperal Psychosis During Late Pregnancy 


ROBIN GLAZE, GAIL CHAPMAN and DECLAN MURRAY 


Two cases of pre-partum psychosis are described. Both 
patients had previous episodes of puerperal psychosis 
but no non-puerperal ilinesses. The possible relationship 
of pre-partum &nd post-partum psychosis is discussed. 
British Journal of Psychiatry (1991), 159, 567—569 


Brockington ef a/ (1990) reported four women who 
suffered psychosis beginning in late pregnancy, and 


proposed the following criteria for accepting that 
puerperal psychosis can start before delivery: 


(a) Patients should fully recover from episodes of 
illness, and patients with chronic psychosis 
should be excluded 

(b) The clinical picture should correspond to that 
traditionally reported for puerperal psychosis 


568 


(c) At least one episode should have started within 
two weeks following delivery 

' (d) A similar episode should start in late pregnancy 

(e) There should be no non-pregnancy-related 
episodes of psychosis. 


This paper describes two patients with pre-partum 
psychosis who fulfil these criteria. 


Case reports 
Case 1 
Mrs A is 40 years old, married and works as a shop 
supervisor. 


InSeptember 1970, 48 hours after her first child was born, 
she developed a post-partum psychosis characterised by 
confusion and auditory hallucinations. She was bright and 
cheerful but 1ncongruous in mood, with prosodic speech 
that was almost ‘word salad’ at times. Depersonalisation 
and thought alienation were present. She had paranoid 
delusions (“‘they’re all laughing at me’’) and lacked insight. 
Treated with chlorpromazine and twice by electroconvulsive 
therapy, she was well when discharged in mid-October the 
same year. 

She remained well for the next 20 years, until March 1990, 
when, during her second pregnancy, she was admitted to 
the local maternity hospital at 33 weeks’ gestation with ante- 
partum haemorrhage and polyhydramnios. Onset of 
psychosis followed a glucose tolerance test whica unsettled 
her. Four days later she was upset, unhappy about her care 
and could not be reassured. She was overactive, exhibiting 
odd behaviour and paranoid delusions. Her sleep was 
disturbed, and at interview she was fidgety and agitated, 
made little eye contact and laughed inappropriately. Her 
speech was confused and muddled, with repeated questions 
such as “Are you really a doctor?" She had auditory 
hallucinations in the second and third person, delusional 
perception and thought alienation. She was transferred to 
a psychiatric ward where she soon settled on neuroleptic 
drugs and intensive nursing care. She returned to the 
maternity ward and remained well on 5 mg halcperidol at 
night while awaiting Caesarean section. A month after 
delivery she suffered an episode of depression that was 
successfully treated with amitriptyline. 

There was no family history of psychiatric disorder 
although her mother was described as nervous. She had 
always worked, latterly 14 years with the same chain store. 
Her first husband, a heavy drinker, left when she was three 
months pregnant with her first child. Currently she has been 
happily married for 4 years. She had a good pre-morbid 
personality. 


Case 2 


Mrs B is 32 years old, married, and does not work outside 
the home. 

In March 1977, her first child was born. AltFough the 
medical records of this illness are missing, she was admitted 
to a psychiatric ward and recalls having had predaminantly 
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depressive symptoms with onset at about seven days after 
the birth. 

In late August 1988 she had her second child and 
developed a puerperal hypomania beginning 10 days after 
the birth. She was agitated, pacing about, disinhibited, with 
inappropriate affect and emotional lability. She had 
pressure of speech, flight of ideas and described her 
thoughts as ‘‘it’s so racy’’. She felt she was being tortured 
by her husband, at times stating she wanted a divorce and 
that he physically abused her, at others praising him for how 
good he was with the children. Her energy was increased 
and she constantly sought reassurance. There were no 
hallucinations and her cognition was normal. She was 
detained under section 3 of the Mental Health Act 1983 
and improved on neuroleptics and intensive nursing care. 
Shortly after discharge in November 1988 she developed 
depressive symptoms and was treated with imipramine. As 
this made her feel ‘dopey’ she was tried on lithium but she 
discontinued this herself after a short time. She remained 
well and was discharged from the clinic in May 1989, having 
been symptom free for five months. 

She remained well until the end of July 1990 when she 
was 34 weeks into her third pregnancy. She was seen as an 
emergency and admitted to a general psychiatric ward. She 
had been agitated over the previous two weeks and during 
the last week had had insomnia, poor appetite and difficulty 
swallowing, having at times been over talkative and at other 
times weepy. Her energy had been good throughout, 
although she had been forgetful. She had spent a lot of time 
ruminating on her first pregnancy and had been preoccupied 
with persecutory delusions (she had thought that her neigh- 
bour was making threatening phone calls and trying to take 
her younger son away). On examination, although she was 
well dressed, her hair was untidy. She was restless and unable 
to sit still. She had pressure of speech with a persecutory 
content. There was marked emotional lability, first laughing 
then crying. Her concentration was very poor although she 
was fully orientated, and no hallucinations or thought 
disorder were present. She was managed with nursing care 
and haloperidol. She improved over the next two weeks and 
subsequently had periods of extended leave and was 
admitted for delivery in early September and the next day 
her daughter was born. Six days later she was discharged 
to out-patient care and her haloperidol was continued. 

There is no other personal or family history of psychiatric 
disorder. Apart from a brief spell as a care assistant, the 
patient has not worked outside the home. She has been 
happily married for 15 years. Her husband worked as a 
railway fitter. In temperament, she has always been a worrier, 
although generally cheerful. 


Discussion 


Both our cases fulfil the criteria proposed by 
Brockington et al and add weight to the proposition 
that post-partum psychosis might occur in late 
pregnancy, an idea which deserves further consider- 
ation. Yet the concept of post-partum psychosis rests 
on epidemiological evidence showing increased psy- 
chiatric admission rates after delivery (Paffenbarger, 
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1961; Kendell et al, 1987) - there is no such evidence 
for psychosis in late pregnancy. Before considering 
the problem of epidemiology, two interesting 
patterns may be worth noting. 

Firstly, four out of five episodes of pregnancy 
psychosis described by Brockington et al, and both 
our episodes, occurred in the second or subsequent 
pregnancy, a marked contrast with post-partum 
psychosis, which is more common after the first 
pregnancy. If recurrence rather than a first episode 
proves to be characteristic of psychosis, this would 
imply that women with pre-partum psychosis were 
sensitised in some way as a result of their previous 
post-partum episode, rendering them vulnerable 
during the subsequent pregnancy. 

Secondly, three out of five episodes described by 
Brockington et al were admitted to maternity hospital 
with pregnancy complications (all hypertensive, one 
with ante-partum haemorrhage) and one of our cases 
(ante-partum haemorrhage and polyhydramnios). 
This association may be entirely fortuitous or the 
psychiatric morbidity could have come to notice 
because of the obstetric admission and observation. 
Alternatively, the complication may be aetiologically 
related (via psychogenic or physiological mechanisms 
or a combination of these). 

This is interesting speculation built on shallow 
foundations in view of the lack of epidemiological 
evidence. The Brockington ef al criteria aim to 
exclude the possibility of a disorder recurring by 
chance, but this would really need evidence of 
increased rates of psychosis in late pregnancy. Even 
our patient 1, who provides an almost insurpassable 
example of what seems to be pre-partum onset of 
post-partum psychosis, could have had her recurrence 
by chance. 

Epidemiological data will not be obtained easily, 
however. Assume for argument’s sake that an 
episode of post-partum psychosis increases the 
chances of psychosis in a subsequent pregnancy by 
a factor of 10. It can be estimated that this would 
only increase the incidence rate by 2% (see Appendix). 
In order to demonstrate an increase of such small 
magnitude, massive numbers, unobtainable in practice, 
would be needed. 

If pre-partum onset of post-partum psychosis does 
occur, this could have implications for any study on 
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the prevention of recurrence of post-partum psychosis. 
For it may be that prophylactic interventions, if they 
are to be effective in this subgroup of women, need 
to be commenced during pregnancy. 

In addition to the theoretical and research 
considerations, the clinical importance is that women 
with a history of post-partum psychosis may be 
prone to recurrence in late pregnancy. 
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Appendix 


First, assume that risk of puerperal psychosis is 1/500 and 
that risk of pregnancy psychosis is 44/100 000 (approximate 
figures from Kendell et al (1987)). Guess for sake of 
argument that a previous puerperal psychosis increases the 
risk of a pregnancy psychosis by a factor of 10, then: 
if x women give birth, [xx] have a puerperal psychosis 
and [x— (J-xx] remain well. 

When the same x women next become pregnant, 
[x- (Qoxx) X zoo = 0.00044x of the well women become 
psychotic during late pregnancy (1). 

[3g Xx X155 0.0000088x of women with a previous 
post-partum psychosis become psychotic during late 
pregnancy (2). 

(1) + (2) = 0.0004488x (3) Total psychotic during late 
pregnancy. 

(3)/0.00044 (risk of late pregnancy psychosis) x 100 = 102%, 
therefore increase in risk above background would be only 
2% (see text). 
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Psychotropic Drug Use in Medical and Surgical Wards 
of a Teaching Hospital in Northern Nigeria 


O. A. ABIODUN and O. O. OGUNREMI 


The overall prescription rate of psychotropic drugs in 
a Nigerian teaching hospital was 33.196. This was 
slightly higher among.surgical than medical patients. It 
is suggested that more attention needs to be paid to 
psychotropic drug education In developing countries in 
order to ensure a more rational use of these drugs. 

British Journal of: Psychiatry (1991), 159, 570—572 


Psychotropic drugs are in common use, and studies 
indicate that prescription from this class of drugs 
now exceeds that of any other class (e.g. Raynes, 
1979). There has been a growing concern about the 
excessive use of psychotropic drugs and tke adverse 
consequences of their long-term use (Michel & 
Kolakowska, 1981). Some evidence from studies on 
psychotropic drug use in psychiatric institutions 
indicates the widespread use of polypharmacy, 
inadequate or excessive doses, the prophylactic use of 
antiparkinsonian drugs and unrestricted prescription 
of benzodiazepines (e.g. Edwards & Kumar, 1984). 
Similar studies have been extended to non-psychiatric 
units (medical, surgical, obstetrics and gynaecology, 
and general practice) and the general populetion (e.g. 
Raynes, 1979; Perry & Wu, 1984). The findings 
confirm the overprescribing habits of doctors, use 
of polypharmacy, incorrect dosage and long duration 
of treatment with the attendant risk of tolerance, and 
psychological or physical dependence (e.g. Tyrer & 
Murphy, 1987). 

Data on psychotropic drug use remain Lmited in 
developing countries (e.g. Famuyiwa, 1983). There 
is a need for more studies involving psychiatric and 
non-psychiatric units and the general population. 
Information from these sources, while serving as 
useful medical audit, could also contribute to the 
development of policy on psychotropic drug use in 
developing countries. This has prompted the present 
study which describes the pattern of psychotropic 
drug use in medical and surgical wards of a teaching 
hospital in northern Nigeria. It is part of an ongoing 
psychiatric study of the units in the hospital. 


Method 


Consecutive admissions to four medical and surgizal wards 
of the Ilorin Teaching Hospital over a period of ten weeks 
were included in the study. Basic sociodemographic data 


(age, sex, etc.) were obtained for each patient, Psychiatric 
assessment of the patients was carried out with a two-stage 
screening procedure using the 30-item General Health 
Questionnaire (GHQ-30; Goldberg, 1972) and the Present 
State Examination (PSE; Wing et al, 1974) (details on 
psychiatric morbidity reported elsewhere). In addition, all 
relevant information was extracted from the patients’ case 
notes (using doctors’ progress notes and orders, nurses’ 
observations and the medication records) in respect of 
psychotropic drug prescription (type of psychotropic drugs 
prescribed, reasons for prescription, etc.) by the attending 
doctors. The drugs were grouped as follows: minor 
tranquillisers; hypnosedatives; major tranquillisers; and 
antidepressants. 


Results 


During the study, 105 patients (33.1% of total admissions) 
received psychotropic drugs. The prescription rate was higher 
among surgical patients (37.0%) than medical patients 
(30.2%), although the difference was not statistically 
significant (x*= 1.62; P>0.05). The male: female ratio 
of patients who were prescribed psychotropic drugs 
was 0.66: 1, in contrast to the hospital admission ratio of 
1.2:1. Thus, significantly more females than males had 
psychotropic medication 62 = 8.93; P<0.05). There were 
no significant differences between those patients prescribed 
with psychotropic drugs and those who did not receive these 
drugs when other sociodemographic variables were considered. 

Minor tranquillisers were the most widely used drugs, 
constituting 91.4% of total psychotropic drug use in the 
medical and surgical wards (there was no difference between 
the medical and surgical wards in the type and amount of 
psychotropic drugs prescribed). Hypnosedatives accounted 
for 5.7% of total psychotropic drug prescription. Major 
tranquillisers (1.9% of total psychotropic drug use) and 


Table 1 
Distribution of disordered organ systems and psychotropic 
drug use in medical and surgical wards of the Ilorin Teaching 





Hosprtal 
Organ system Medical Surgical Total (96) 
wards (96) wards (96) 

Cardiovascular/ 

haematological 28 (50 8) O (00) 28 (26.7) 
Gastrointestinal 13 (23.7) 24 (48,0) 37 (35.2) 
Musculoskeletal o (00) 17(340)  17(162) 
Centra! nervous 4 (7.3) 4 (8.0) 8 (76) 
Urogenital 2 (3.8) 5 (100) 7 (8.7) 
Respiratory 8 (14.5) O (0.0) 8 (7.6) 
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PSYCHOTROPIC DRUG USE IN NORTHERN NIGERIA 


antidepressants (1.0% of total psychotropic drug use) were 
only prescribed by the psychiatric unit during psychiatric 
consultation (1.3% of total admissions were referred to the 
psychiatric unit of the hospital). Diazepam was the most 
commonly prescribed minor tranquilliser (accounting for 
81.9% of total psychotropic drug prescription), followed 
by nitrazepam which accounted for 9.5% of psychotropic 

The mean daily doses of diazepam and nitrazepam 
were 8.7 mg (range 2-60 mg) and 7 mg (range 5-10 mg) 
respectively. In all cases, prescription was only for a short 
time (mean: 3.2 days). Table l'shows that disorders of the 
gastrointestinal tract, cardiovascular/haematological dis- 
orders and disorders of the musculoskeletal system were 
the most commonly associated with psychotropic drug use. 

When the total patient population was considered, it was 
observed that proportionally more of the patients who 
suffered from psychological dysfunction during physical 
illnesses (as detected by the two-stage screening procedure) 
were prescribed psychotropic drugs (50 out of 110 
patients = 45.5%) compared to only 26.6% (55 out of 207 
patients) of the patient population who suffered from purely 
physical illnesses. This difference was found to be 
statistically significant (= 11.5; P<0.05). It was found 
that the former group of patients included many of those 
who received psychotropic drugs from the attending doctors 
for complaints of sleeplessness (34 patients). This complaint 
was found to be the most common reason for psychotropic 
drug use in the medical and surgical wards (42.8% of 
patients). Other common reasons were restlessness (11.4%) 
and hypertension (15.2%). 


Discussion 


The prevalence of psychotropic drug use in the 
present study (33.1%) is comparable to results 
obtained from similar settings in the developed 
countries (e.g. Perry & Wu, 1984). The prescription 
rate was found to be slightly higher in the surgical 
wards. This finding is supported by the work of 
Maling & Moon (1983), and others, who also found 
higher rates in their surgical patient populations. It 
has beén suggested that this may be partly related 
to the fact that higher rates of psychological ill-health 
occur in surgical wards and that surgeons may be 
less likely. to make use of psychiatric facilities 
compared to doctors (Davidson et al, 1975). 
Minor tranquillisers were found to be the most 
commonly prescribed psychotropic drugs, with 
diazepam and nitrazepam constituting 91.4% of total 
psychotropic drug use in the wards studied. This 
agrees with the results of studies that have found 
minor tranquillisers to be the most widely used 
psychotropic drugs in general hospital units (e.g. 
Perry & Wu, 1984) and in the general population. 
It was observed that in the majority.of cases for 
whom psychotropic drugs were prescribed, they were 
for complaints like sleeplessness, and many of these 
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patients were found to suffer from psychological 
dysfunctions that were largely undetected by the 
attending doctors (more females were prescribed 
psychotropic drugs after complaints of insomnia, 
and significantly more of them were also found to 
suffer from psychological dysfunction). It was 
Observed that some of the patients who received 
minor tranquillisers could have benefited from 
short-term counselling (reassurance, encouragement, 
education and support) while some of those with the 
same complaints (insomnia) were found to suffer 
from depression and would therefore have required 
antidepressant medication. The three commonest 
psychiatric diagnoses in the study population were 
depression, anxiety state, and adjustment reaction 
(Abiodun & Ogunremi, 1990). Similar observations 
have been made by Feldman ef al (1987), who found 
in a medically ill population of in-patients that those 
who suffered from affective disorder were twice as 
likely as non-cases to be receiving sleeping tablets. 
In effect, such symptomatic drug treatment results 
in a less rational use of psychotropic drugs. 

These findings clearly indicate the need to 
encourage a more rational use of psychotropic drugs 
in the population studied. It is important to pay more 
attention to psychotropic drug education in our 
medical curricula at both the undergraduate and post- 
graduate levels (and also continuing psychotropic 
education programmes). This will ensure the 
acquisition of adequate skills and knowledge necessary 
for the effective use of psychotropic drugs (these are 
currently available on a limited scale in developing 
countries - Harding & Chrusciel, 1975) in non- 
psychiatric units. In addition, it may also be necessary 
to teach basic skills on the alternative (behavioural) 
approaches to psychotropic drug use for application 
to those patients who are likely to benefit from such 
intervention (e.g. patients with adjustment reaction 
secondary to hospital admission or physical illnesses 
whose complaints may include insomnia). This has 
the advantage of reducing the total financial burden 
of health care (this is especially important in 
developing countries where resources are very scarce) 
in such cases, with no risk of any future drug 
dependence. 
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Neuroleptic Malignant Syndrome Secondary to Loxapine 


L. S. CHONG and P. M. ABBOTT 


Loxapine was introduced to the British market two years 
ago afthough it has been used In North America for eight 
years. We report the first probable case of aeuroleptic 
malignant syndrome (NMS) secondary to loxapine in 
Britain. Two previous cases have been reported In North 
America (manufacturer's data). 
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Case report 


A 41-year-old single woman in-patient with a 25-year history 
of schizophrenia complained of severe headache of sudden 
onset. She then collapsed, and was unconscious when seen 
by the duty psychiatrist. Examination showed increased 
tone on the left side and bilateral extensor plantar 
responses. 

She was transferred to the medical unit where no 
localising signs were found but her reflexes were generally 
brisk. Other clinical features included a low-grade pyrexia 
reaching 38.3 °C and a fluctuating pulse and blood pressure. 
Investigations including screening for salicylates and 
paracetamol were normal except for creatine kinase 
and aldolase levels. The peak levels recorded for these 
enzymes were 35 820 IU and 144 IU respectively. A com- 
puterised tomography (CT) scan performed 36 hours after 
the onset of her symptoms was normal. 


Her level of consciousness started to improve on the 
second day and was near normal by the third day. She was 
fit for transfer back to the psychiatric unit on the fifth day. 
Her management consisted mainly of supportive care, the 
only drug therapy administered being amoxycillin and 
dexamethasone within the first two days when the diagnosis 
was unclear. 

The patient had no previous medical history of note. 
She had received a variety of neuroleptics in the course 
of her long schizophrenic illness including pimozide, 
trifluoperazine, thioridazine and chlorpromazine. At 
the time of this event she was only receiving oral 
loxapine, and flupenthixol decanoate 350 mg weekly. 
She had been commenced on loxapine three weeks before 
the event, with weekly increases, reaching 75 mg twice 
daily. 


Discussion 


The clinical features with which this patient 
presented, namely increased tone, pyrexia and coma, 
would fulfil the criteria for NMS as set out by Caroff 
(1980) and Kellam (1987). Additional signs included 
labile blood pressure and pulse and raised muscle 
enzymes, particularly creatine kinase. 


NEUROLEPTIC MALIGNANT SYNDROME SECONDARY TO LOXAPINE 


This patient was receiving flupenthixol con- 
currently, and questions may arise as to which drug 
was implicated. There are three factors which suggest 
that loxapine was the drug responsible in this case. 
Firstly, the patient had been on flupenthixol decanoate 
for more than four years whereas loxapine was intro- 
duced only three weeks before the event. In 89% of 
the cases containing relevant data reviewed by Shalev 
& Munitz (1986), NMS was recognised shortly after 
the initiation of.a new drug. Secondly, a change in 
dosage of neuroleptic medication has been noted to 
precede the onset of the syndrome. This was the 
situation with our patient with respect to loxapine. 
Thirdly, the symptoms resolved completely within 
five days, while the muscle enzymes took longer to 
return to normal levels. This quick resolution of 
symptoms is more characteristic of oral medication, 
with NMS tending to be of longer duration when pre- 
cipitated by depot preparations, particularly when 
the dosage is high, as in the case of our patient. 


Concluslon 
NMS has been reported with numerous neuroleptics. 
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In a bid to treat refractory symptoms or to reduce 
side-effects, newer preparations are being intro- 
duced. It is important to remain vigilant with regard 
to adverse effects, particularly NMS, as it is an 
underdiagnosed and potentially life-threatening 
condition. 
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Suspicion of Somatoform Disorder in Undiagnosed Tabes Dorsalis 


CHRISTOPHER G. FICHTNER and WILLIAM W. WEDDINGTON 


We present a case of tabes dorsalis, which consisted 
of Intermittent, sharp pains and diffuse neurological 
abnormalities, and was initlally considered to be a 
somatoform disorder. The unusual behavioural presen- 
tatlons of neurosyphilis may lead to premature 
psychiatric diagnoses. it is thus important that 
psychlatric consultants be aware of the myriad manl- 
festations of the disease. 
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Neurosyphilis has been called 'the great imitator' 
because of its ability to mimic a great variety of 
medical, neurological and psychiatric conditions 
(Rundell & Wise, 1985; Lishman, 1987; Sirota et al, 
1989). Although the incidence of tertiary syphilis has 
declined markedly since the advent of antibiotic 
therapy (e.g. Burke & Schaberg, 1985), it has not 
been eliminated as a health problem. Case reports 
(e.g. Brooke ef al, 1987; Sirota et al, 1989) and larger 
surveys (e.g. Burke & Schaberg, 1985; Emsley et al, 
1988) document its persistence in both classic and 


atypical forms. The disease in many of its forms may 
be easily missed because of its resemblance to other 
disorders. 

Neurosyphilis may manifest itself in a number of 
distinct forms including lues cerebri, syphilitic 
meningomyelitis, tabes dorsalis, and general paralysis 
of the insane (GPI; Lishman, 1987). The psychiatrist 
is probably most familiar, at least historically, with 
GPI, with its classic presentations of manic- 
depressive psychosis and dementia. It is perhaps 
less common for the psychiatrist to encounter 
tabes dorsalis, although it may present with features 
suggestive of a somatoform disorder (Rundell & 
Wise, 1985). This paper describes a case in 
which a medical team requested psychiatric con- 
sultation for evaluation of a suspected somatoform 
disorder. The consultation was requested before 
making the diagnosis of tabes dorsalis as the cause 
of a patient's chronic pain and diffuse neurological 
abnormalities. 
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Case report 


The patient was a 55-year-old black woman with a history 
of diabetes, hypertension, and arthritis. She was admitted 
to a hospital’s medical service with complaints of sharp 
pain, weakness and numbness in her left leg. Her condition 
had worsened during the previous two months. The medical 
team requested psychiatric consultation because the patient 
was noted to be ''always crying, especially in front of 
physicians". Because of the prominent 'psychological 
aspect’ to the patient’s symptoms, the medical team 
suspected a somatoform disorder. 

Physical examination of the patient was remarkable for 
Obesity, and diffuse, primarily left-sided, sensorimotor 
findings. Specifically, weakness was most pronounced in 
her lower left leg, although there was mild weakness higher 
in the leg and in the left lower arm. Pain and temperature 
sensation was diminished in a ‘stocking’ distribution 
bilaterally. Position sense was impaired in her left leg. 
Diffuse hyporeflexia and a right Babinski sign were also 
present. Laboratory studies indicated poorly controlled 
diabetes mellitus and hyponatraemia which was attributed 
to a syndrome of inappropriate anti-diuretic hormone 
secretion (SIADH) secondary to chlorpropamide. These 
findings were being corrected at the time of psychiatric 
evaluation. Erythrocyte sedimentation rate was elevated, 
but serum rapid plasma reagin (RPR) tes: was non- 
reactive. A computerised tomography (CT) scan of the head 
showed a small calcification within the left internal carotid 
artery, considered to be of questionable clinical significance. 
Lumbar spine and left leg radiographs confirmed the 
presence of degenerative joint disease, but the findings did 
not explain the presenting symptoms. Cerebrospinal fluid 
(CSF) studies revealed an elevated protein (137 mg/dl) 
and glucose (134 mg/dl) in a clear, colourless fluid 
with few leukocytes (3/ul, 789e lymphocytes). Protein 
electrophoresis pattern was normal. CSF venereal disease 
research laboratory (VDRL) test was non-reective, and 
CSF fluorescent treponemal antibody absorption (FTA- 
ABS) test was pending at the time of psychiatric 
consultation. 

Neurological consultants proposed diagnoses of diabetic 
peripheral neuropathy and painful radiculopathy, as well 
as probable previous undetected stroke, and recommended 
further studies. Brain nuclear magnetic resonance imaging 
(MRI) revealed patchy periventricular white matter lesions 
in the region of the occipital horns and trigone, consistent 
with small-vessel ischaemic disease, but there were no 
findings which correlated with left leg pain and there was no 
evidence of thalamic infarction. An electroencephalogram 
(EEG) showed rare sharp waves and a mild slow-wave 
abnormality on the left temporal area. Lumbosacral MRI 
showed degenerative disc disease with posterior bulging 
discs at L4-L5 and L5-S1 levels, but there was nc evidence 
of nerve root compression. These findings did not explain 
the patient's symptoms. 

During psychiatric evaluation the patient complained that 
she had suffered severe, paroxysmal, burning ‘knife-like’ 
pain, which had worsened during the previous two months. 
She also noted intermittent left-sided numbness and 
weakness. She admitted to frequent tearfulness related to 
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her severe pain and the limitations it imposed. She produced 
a photograph taken six months earlier of herself playing 
football at a church picnic, and she offered it to illustrate 
her usual active participation in social and recreational 
activities. She made it clear that she was accustomed to 
doing things for others, but that being ill and dependent 
on others was very difficult for her. She felt that the hospital 
staff did not understand her desire to be as independent 
as possible while in the hospital, and that her sense of being 
misunderstood contributed to her dysphoria and tearfulness 
during her hospital stay. She reported that she had been 
anxious at times, and had had at least one episode of 
shortness of breath for which no clear explanation had been 
found. 

The patient reported that she lived alone, and that her 
husband had been deceased for seven years. She had been 
active in her church group, although her activity had been 
increasingly restricted during the previous two months. She 
reported no sexual relationships since her husband’s death, 
had no knowledge of any history of sexually transmitted 
disease in either her husband or herself, and she denied 
extramarital sexual activity. There was a family history of 
alcoholism but no other psychiatric disorder. The patient 
had no history of psychiatric treatment, and no recent or 
past history of manıc, depressive or psychotic episodes. The 
patient denied use of alcohol or drugs. Medications at the 
time of admission included chlorpropamide, hydrochlor- 
thiazide, ibuprofen, piroxicam, and acetaminophen with 
codeine. Medications at the time of psychiatric consultation 
were glyburide and nifedipine, with lorazepam, triazolam, 
and acetaminophen as needed. 

On mental status examination the patient was an obese 
woman who was very engaging with good range of affect, 
labile at times. She appeared dysphoric with mildly 
depressed mood and moderate anxiety. Perception was 
intact, thought process coherent, and thought content 
relevant without psychotic material. There were no cognitive 
deficits on screening, and the Mini-Mental State Examination 
(Folstein et al, 1975) was performed without error. On the 
basis of the history and mental status assessment, the patient 
did not meet DSM-III-R criteria for any of the somatoform 
disorders (American Psychiatric Association, 1987). 

The initial impression of the psychiatric consultants was 
that the patient was suffering from organically based pain. 
Her psychological reaction was characterised by difficulty 
in adjustment to her physical illness, which warranted the 
diagnosis of adjustment disorder with mixed emotional 
features. Psychodynamically, the striving for independence 
which represented her defence against unfulfilled dependency 
needs was thwarted initially by her illness and then further 
by hospital admission, promoting regression with ambivalent 
and unsuccessful efforts to enlist the emotional support of 
medical ward staff. The consultants recommended continued 
investigation into the organic basis of the patient's pain, 
consultation with the pain control service, and a supportive 
therapeutic stance. 

One week after psychiatric consultation was begun, the 
CSF FTA-ABS study was reported as strongly reactive. 
Converging clinical and laboratory findings suggested the 
diagnosis of neurosyphilis, specifically tabes dorsalis. The 
patient was treated with a ten-day course of intravenous 
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penicillin G, ten million units per day. There was complete 
remission of the patient's pain as well as improvement in 
her mood and psychological adjustment within ten days. 
At the time of discharge, the patient was bright, cheerful, 
and pleased that the staff had been able to diagnose and 
treat her illness. 


Discussion 


Neurosyphilis can present with symptoms character- 
istic of almost any neurological or psychiatric 
condition (Rundell & Wise, 1985; Lishman, 1987; 
Sirota et al, 1989). It has been reported in association 
with dementia, schizophrenia-like psychosis, mania, 
depression and delirium (Lishman, 1987). Although 
the incidence of neurosyphilis has declined markedly 
in the antibiotic era, the disease now presents more 
frequently in attenuated and/or atypical forms (e.g. 
Mapelli ef al, 1981; Lishman, 1987). In the case 
reported here the presentation was essentially 
neurological, involving diffuse sensorimotor findings 
in the absence of gross cognitive abnormalities. 
As Hooshmand et al (1972) have pointed out, the 
diagnosis of neurosyphilis is a clinical judgement. 
Serological studies provide important information, 
but non-treponemal tests lack sensitivity and the more 
sensitive and specific FTA-ABS test may remain 
positive when the disease is no longer active 
(Hooshmand et al, 1972). In the case presented here, 
converging data established the diagnosis of tabes 
dorsalis. These data included the clinical neurological 
findings, the absence of a history of previous 
treatment for syphilis, the reactive FTA-ABS, the 
elevated CSF protein, and the clinical improvement 
with treatment. The borderline CSF leukocytosis and 
non-specific EEG abnormalities were also consistent 
with the diagnosis. The patient's psychological 
reaction to debilitating pain was perceived by the 
medical team as a prominent component in her 
presentation. Although there were classic symptoms 
of tabes dorsalis in this case, the infection was not 
initially suspected. The perception of the patient's 
presentation as ‘functional’ probably reflected, in 
part, a low index of suspicion for neurosyphilis. 
Nowadays, the likelihood of missing the diagnosis 
may be greater because of the low incidence and 
atypical presentations of the disease. 
Consultation-liaison psychiatry has long addressed 
problems at the interface of the *organic' and the 
‘functional’. It is common for the psychiatrist to be 
consulted by medical and surgical services for 
problems thought to be ‘functional somatic’ in 
nature, usually because no organic aetiology has been 
determined. Rundell & Wise (1985) noted that 
the unusual physical symptoms of neurosyphilis, 
suggestive of a somatoform disorder, may lead to 
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a premature primary psychiatric diagnosis. Much 
earlier, Freud (1905) mentioned a patient referred 
to him for psychotherapeutic treatment of hysteria, 
whom he diagnosed as having tabes and referred 
subsequently for mercurial injections which were 
therapeutically successful. He noted the paucity of 
findings on mental status examination as a factor 
leading him to exclude a diagnosis of hysteria. 


. Psychiatrists are aware of the fact that tertiary 


syphilis can present as a variety of major psychiatric 
syndromes. It is perhaps less likely that the disease 


‘will be included in the differential diagnosis of a 


suspected somatoform disorder when the mental 
status examination is relatively unremarkable. We 
report this case to reinforce the awareness of the 
persistence of neurosyphilis as a health problem, and 
to inform consulting psychiatrists that it is still with 
us as a ‘great imitator’ which can assume unusual 
behavioural presentations. 
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Sleep-Loss as a Possible Mediator of Diverse Causes of Mania 


THOMAS A. WEHR 


When sleep duration and mood were monitored 
longitudinally in a 59-year-old woman with bipolar 
iliness, sleep loss appeared to mediate the triggering of 
mania by psychosocial and pharmacological pre- 
cipitating factors. This interpretation was supported by 
observations that mania could repeatedty be induced 
experimentally by depriving her of sleep for one night. 
The patient’s data illustrate how sleep-loss might be a 
preventable cause of mania In a variety of situations. 
British Journal of Psychiatry (1991), 159, 576-578 


We have hypothesised that a variety of factors that 
have been reported to trigger mania night do so 
through their capacity to disrupt sleep (Wehr et al, 
1982, 1987; Wehr, 1989). This hypothesis was based 
on the fact that (2) many psychological, situational, 
pharmacological and medical factors that have been 
implicated as triggers of mania interfere with sleep, 
and (b) experimental deprivation of sleep per se has 
been reported to induce mania in bipolar patients 
(reviewed in Wehr ef al, 1989). If valid, the sleep- 
deprivation hypothesis of mania has an important 
implication for the management of bipolar illness: 
prevention of sleep-loss, regardless of its antecedent 
causes, might help to prevent mania. 

The hypothesis that sleep-loss mediates the 
induction of mania by various factors could be 
assessed naturalistically by simultaneously monitoring 
changes in sleep and clinical state in prospective, 
longitudinal studies of bipolar patients; it could also 
be tested experimentally by documenting bipolar 
patients! clinical responses to sleep deprivation. 
Using these two approaches, we investigated sleep 
and mood changes in a bipolar patient who 
experienced five brief manic episodes during a 
J6-week period of observation. 


Case report 


A 59-year-old retired schoolteacher with a 12-year history 
of treatment-resistant bipolar affective disorder was 
admitted to a research unit at the National Institute of 
Mental Health (NIMH) for investigation and treatment 
of an episode of psychotic depression that had begun five 
months previously. 

The patient’s illness began at age 47 when she ‘‘woke 
up one morning extremely depressed’’. She was treated with 
amitriptyline and subsequently switched into mania. In the 
years following the onset of her illness, she experienced 
frequent oscillations between depression and mania. 


Although she was treated with many types of drugs in 
various combinations, she could not be stabilised. 

Depressive episodes were characterised by depressed 
mood, marked anxiety, loss of appetite and weight, 
disturbed sleep with early morning awakening, low self- 
esteem, hopelessness and suicidal ideation. When depressed, 
she sometimes experienced mood-congruent delusions and 
auditory hallucinations. She had made two suicide attempts 
with overdoses of medications. Manic episodes were 
characterised by euphoria, excessive spending, impulsive 
behaviour, pressured speech, irritability and marked 
insomnia. She had previously been admitted to hospital for 
both depression and mania. 

She had a family history of affective illness. Her father, 
an alcoholic, experienced mood swings, her son was treated 
for depression, and a cousin had bipolar illness. 


Method 


During the patient's stay in the NIMH hospital, specially 
trained research nurses documented her clinical course 
prospectively twice each day with global ratings of mania 
and depression based on a modification of the Bunney- 
Hamburg Scale (1963). They also monitored her sleep with 
30-minute checks from 11 p.m. to 7 a.m. each night. These 
data are shown in Fig. 1. The nurses’ observations of 
switches from depression to mania or hypomania, or vice 
versa, were verified by a psychiatrist. 

On two separate nights, one week apart, the patient was 
totally deprived of sleep. In each case she was asked to go 
without one night's sleep entirely and remain awake for 
40 hours, from 7 a.m. the first day to 11 p.m. the next 
day. Sleep was recorded by electroencephalogram the night 
before and the night after each of the two sleep-deprivation 
nights. 


Results and Discussion 


During the first 16 weeks of hospital admission the patient 
experienced five brief episodes of mania, each lasting no 
more than one or two days (see Fig. 1). The sequences of 
events associated with the manic episodes were as follows. 


Naturalistically observed manias 


First manic episode 


The first mania occurred the day after the patient was 
admitted to hospital (see Fig. 1). On the day of admission, 
nurses recorded that she was ‘ambivalent’ about leaving 
her home in another state to come to the hospital, and '*was 
having difficulty adjusting to changes in her environment". 
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SLEEP-LOSS AS A.MEDIATOR OF MANIA 
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Longitudinal 16-week record of sleep duration and mood in a 59-year-old woman with bipolar illness. Her sleep dramatically 


decreased on five different occasions. Each time sleep decreased, the patient switched out of depression into mania on the following 
day (mania ratings are plotted above the horizontal line, depression ratings are plotted below). When the patient resumed normal sleep, 
she switched out of mania back into depression. The nights in hospital when sleep reductions occurred and the days in hospital when 
switches into mania occurred, are indicated by the numbers superimposed on the graph (in the numbering sequence, night 1 follows 
day 1, and so forth). Traz=trazodone «300 mg/day; Carb = carbamazepine «600 mg/day; Clon=clonazepam x3 mg/day. 


She was frightened and probably delusional. That night, 
she slept only 75 minutes. The following afternoon she 
reported that ‘‘all her anxiety had lifted and that her mood 
was greatly improved". She warned the nurses that when 
she was ‘‘high like this” she might ''go out the door, get 
a cab, and take a plane back home"'. That night, she slept 
most of the night. The next morning, after arising, she 
reported ‘‘a levelling of mood’’, and after another night's 
sleep her depression returned in full force. 

There are numerous reports in the literature of an 
association between stressful life-events and the onset of 
mania. For this patient, hospital admission was stressful, 
and her emotional response to this event appeared to 
interfere profoundly with her sleep during her first 
night in the hospital. According to the sleep-deprivation 
hypothesis of mania, this sleep-loss was the immediate cause 
of the switch into mania on the following day, mediating 
the effects of psychosocial stress. Of course, other 
interpretations are possible. 


Second and third manic episodes 


The second and third manic episodes occurred several weeks 
later, not long after medications that the patient had been 
taking before, and shortly after, admission were gradually 
decreased and discontinued (see Fig. 1). Her medications 
were trazodone, 300 mg/day (discontinued on hospital day 
16), carbamazepine, 600 mg/day (discontinued on day 17), 
and clonazepam, 3 mg/day (discontinued on day 21). 
During the week after the last medication was withdrawn, 
sleep declined gradually, then decreased precipitously on 
hospital nights 26 and 29. On the days following these nights 
the patient switched briefly into mania. According to nurses' 


notes, she had ‘‘a marked mood change at 10.00 p.m." on 
the evening following a night when she slept only three 
hours. ‘‘She stated that she felt terrific, started listening 
to music, and disregarded requests that she go to bed’’. 
Later the night-nurse noted that ‘‘she had racing thoughts 
and was unable to sleep throughout the night’’. Two nights 
later, she hardly slept at all, and during the following day 
she again switched into mania. She stated, ‘‘I just want to 
dance, I feel so good”. The following night, she slept most 
of the night and awoke severely depressed. She remained 
depressed for many weeks thereafter. 

There are numerous reports in the literature of an 
association between withdrawal of thymoleptic and sedative- 
hypnotic drugs and the onset of mania (Mirin et al, 1981; 
Dilsaver & Greden, 1984; Jones et al, 1984; Kusalic & 
Ghadirian, 1990). Withdrawal of such drugs commonly 
causes rebound insomnia. As interpreted here, such sleep- 
loss was the immediate cause of her second and third 
manias, mediating the effects of drug withdrawal. Again, 
‘other interpretations are possible and cannot be excluded. 


Experimentally induced manias 
Fourth and fifth manic episodes 


The hypothesis that sleep-loss was a mediating factor in 
the genesis of the first three manias was tested experi- 
mentally by observing the patient's responses to one night's 
total sleep deprivation on two separate occasions (see Fig. 1). 

On the afternoon following the first night of sleep 
deprivation, the patient was noted to have a progressive 
elevation in mood, and to be *'socialising, reminiscing, 
and joking”. The following night, in spite of 40 hours 
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of sleep deprivation, she was unable to fall asleep until 
dawn. During the night she called the nurse repeatedly with 
requests, and she spoke enthusiastically of her plans for 
the next day. The nurse noted that she was scantily dressed 
and exposed herself carelessly. At 5.45 a.m. she finally fell 
asleep and slept for 2 hours and 10 minutes. Not long after 
arising she stated that she was ‘‘as depressed as ever". The 
patient experienced similar switches in mood during the 
second sleep-deprivation experiment (Fig. I). After sleep 
deprivation she reported that she was ‘high’, and she was 
unable to sleep until 7.21 a.m., when she slept for 43 
minutes. Shortly after arising, she reported that she was 
again anxious and severely depressed. 

The fact that she switched into mania on the days 
following each night of sleep deprivation supports the 
hypothesis that sleep-loss was a mediating factor in 
the genesis of these manias. Her switching out of 
mania into depression upon resuming sleep also supports 
the corollary hypothesis that recovery of sleep triggered 
the switches into depression that terminated the patient's 
psychogenic and drug-withdrawal-induced manias. 

'The EEG recordings revealed that the brizf episodes of 
recovery sleep, during which the patient switched out 
of mania into depression, consisted almost entirely of 
stage 2 sleep. The contained no REM sleep, no stage 4 
sleep, and only 30 seconds of stage 3 sleep. The EEG 
data suggest that it is the non-REM-slee» component 
Of sleep that is depressant and antimanic. This hypothesis 
is supported by the results of other recen: experiments 
(Wiegand ef al, 1991). 


Conclusion 


Three types of situations preceded, and may 
have caused, the patient’s manic episodes. Hospital 
admission, a life event that triggered a strong 
emotional reaction, preceded the first mania; 
withdrawal of thymoleptic and sedative-hypnotic 
drugs preceded the second and third manias; 
and one night’s total sleep deprivation preceded 
the fourth and fifth manias. Marked sleep loss 
occurred the night before the onset of mania in 
each of these situations. Conversely, subsequent 
recovery of sleep was associated with switches 
out of mania into depression. These observations 
are consistent with the hypothesis that sleep- 
loss can mediate the triggering of mania by a 
variety of factors, and that sleep can mediate 
switches out of mania into depression. Although 
other interpretations are possible, the sleep- 
deprivation hypothesis appears to provide a 
parsimonious, unitary explanation for the patient’s 
responses. 


WEHR 


The sleep-deprivation literature indicates that 
clinical state in bipolar illness is sensitive to 
perturbations of sleep and wakefulness in as many 
as 60% of patients (reviewed in Wehr, 1990). 
Therefore, sleep disruption might be a preventable 
cause of mania in many individuals afflicted with the 
illness. History-taking and clinical observations that 
focus on possible associations between earlier sleep- 
loss and the subsequent onset of mania might help 
to identify such individuals. Furthermore, vulner- 
ability to the mania-inducing effects of sleep- 
loss could actually be verified in some cases by 
challenging patients with sleep deprivation, as was 
done here. 
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Money Hidden and Rediscovered in Subsequent Manic Phases 
A Case of Action Dependent on Mood State? 


J. M. G. WILLIAMS and H. R. MARKAR 


A manic-depressive patient hid £3000 during one manic 
phase and subsequently, when his mood stabilised, 
could not remember where he had hidden it.'He found 
the money during a subsequent manic phase a. few 
months later. We suggest that this Is not a clear case 
of state-dependent memory, since the patient at no 
point explicitly recoflected where he had hidden the 
money. Instead we suggest that this represents state- 
dependent action. The links between this case and 
previous research on state-dependent memory are 
outlined. t 
British Journal of Psychiatry (1991), 159, 579-581 


The association between memory and mood state has 


been investigated for a number of years. Weingartner' 


et al (1977) found that manic-depressive patients 
who had generated verbal associations during an 
episode of mania remembered 97% more of their 
associations when retested in a manic state compared 
to being retested in normal mood. 

Goodwin et al (1969) found a similar effect of 
alcohol on word association. Medical students 
generated associations under the influence of alcohol. 
They were then tested for memory of these 
associations either when again intoxicated or when 
sober. They made 83% fewer errors if tested again 
under the influence of alcohol. 

A manic-depressive patient who seemed to have 
demonstrated a very striking case of state-dependent 
memory was recently referred to our hospital. He 
had hidden £3000 when manic and then, when 
stabilised on lithium, had forgotten where he had put 
it. He subsequently found it again during another 
manic episode. In this paper we shall describe this 
case in detail and suggest that it is not a clear case 
of state-dependent memory as it is normally 
described. Rather we believe that this may be a case 
of what we term state-dependent action in which a 
person performs or re-enacts a situation, influenced 
by a reinstatement of the context, ‘but without 
necessarily having explicit access to whether or when 
they performed the action before. 


Case report 


Mr HF is a 42-year-old American research student who was 
admitted to Fulbourn Hospital, Cambridge, under section 2 


of the Mental Health Act for what appeared to be a hypo- 
manic episode. During the two weeks before admission he 
had become increasingly argumentative, overactive and 
irritable, expressing strong views against the American 
constitution and other political measures. He had not slept 
for three days before admission, frequently wandering 
around his village and sometimes banging on the doors of 
houses. He had planned to walk to London to apologise 
to the Queen for the American Declaration of Independence 
and to request British citizenship. During this episode he 
also withdrew £10 000 from his bank account and left it 
on the steps of a local church as an anonymous donation 
to its restoration fund and withdrew a further £3000 from 
his credit card account which he hid in a safe place. 

He had had two previous admissions to hospitals 1n the 
United States. The first was in 1968 and the second in March 
1986 when he was compulsorily detained in a hospital for 
six days with a diagnosis of hypomania. There is no family 
history of any psychiatric disorder. 

' On the ward he settled down quickly with neuroleptic 
medication and was discharged home on prophylactic 
lithium for out-patient follow-up. He remained well in the 
next few months and the £10 000 donated to the church was 
recovered. However, he had had absolutely no recollection 
of where he had placed the £3000 and this remained missing. 

Six months later he stopped taking the lithium carbonate 
and soon relapsed with symptoms of overactivity, restless- 
ness, grandiosity, and poor sleep. During this manic phase 
he came across a piece of fabric with a picture of Jerusalem 
on it. He wanted to hide this in a safe place and immediately 
thought of doing so behind a painting hanging on the wall in 
the sitting room. When he moved the painting to push the 
cloth behind it, a large envelope containing the missing 
£3000 fell to the floor. 

At first sight this looks like a clear case of state-dependent 
memory, but it is more complex than this. At no point did 
HF ‘recollect’ where he had hidden the money. To this day 
he does not remember putting it there (yet only he could 
have done so: we have his wife’s confirmation of these 
details). He found it only because, in a similar manic state, 
he had once again thought of hiding something else in the 
same (unusual) place. 


Discussion 
There are three possible explanations for these events. 


(a) Coincidence: despite the unusualness of the 
hiding place, he could have come across the 
same one by accident. 
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(b) Conventional mood-state-dependent recollec- 
tion. It is possible that he did remember 
where he had hidden the money, and is able 
even to recall hiding it on some occasions but 
that now in neutral mood, he has no such 
memory for having remembered. Against this 
possibility is the fact that he can -ecall quite 
well other details of his manic episode. 

(c) That this occurrence represents mood-state- 
dependent priming of procedural memory for 
a specific action; the priming of a behavioural 
tendency independent of explicit recollection, 
which we call state-dependent ection. The 
remainder of this paper explores this third 
possibility. We suggest that, in some circum- 
stances, an action may become associatively 
linked to an internal context (e.g. mood). 
When that context is again present, the 
behaviour may be re-enacted without the person 
being able to explicitly recall the original 
situation. 


In order to understand this more clearly let us first 
review the standard context-dependent memory 
phenomenon. In standard mood and memory 
experiments, words, phrases or stories are given to 
subjects to learn in the study phase. Subjects are 
required to recall the material in the test phase. 
During either or both the study and test phases, mood 
may be manipulated so that material learnt while 
depressed or happy is recalled when the mood at 
retrieval either matches or does not match the 
encoding mood. The typical finding is that mood at 
retrieval enhances the recall of any material which 
is congruent with it (see Williams ef al, 1988 for 
review of these studies). This is suggested to be a case 
of state-dependent memory, in which reinstatement 
of mood enhances recall of material which is 
associatively linked with that mood. But note that 
in these sorts of experiments, the only evidence of 
having remembered an item is whether that item is 
explicitly recalled. $ 

Yet recently, memory researchers have become 
more aware that memory is not a unitary system. 
Jacoby & Witherspoon (1982) and Graf & Mandler 
(1984) suggests a distinction between implicit or 
procedural memory and explicit or declarative 
memory. In a series of experiments on amnesic 
patients, Jacob & Witherspoon (1982) found that 
these patients have an intact procedural or implicit 
memory but virtually no explicit reccllection. For 
example, people can complete a jigsaw puzzle more 
quickly when they have completed it before. Yet such 
performance enhancement is independent of their 
ability to remember doing the puzzle. Amnesics show 
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normal increases in the speed of completing such a 
puzzle on subsequent occasions, irrespective of 
the fact that they cannot recall ever having done the 
puzzle before. Similarly, Kolers (1976) has shown 
how normal subjects can remember procedures 
without explicit recollection being involved. In his 
experiments, subjects read inverted text, and up to 
a year later read the same sentences faster (compared 
with new sentences) despite being unable to remember 
which ones they have read before. The demon- 
stration is important for it reveals a discontinuity 
between the performance of specific actions on one 
occasion and explicit memory for those actions on 
another. 

In order to explain our patient's behaviour we 
need to make one further assumption: that the 
reinstatement of a context may affect a person's 
procedural memory (making him or her more likely 
to behave in the same way, or choose the same 
action) without that context necessarily reinstating 
the explicit memory for the original learning 
situation. In the case of our patient, we assume 
that the recurrence of mania made it more likely 
that he acted in the same way as he did before, 
hiding something in an identical hiding place, with- 
out him explicitly recollecting that he had hidden 
something here before. 

Has there been any research on the effects of con- 
text on tasks which distinguish between procedural 
and declarative memory? Although there has been 
a great deal of research on the effect of internal 
context (including mood as internal context) on 
explicit memory, there has to our knowledge been 
no systematic examination of the effect of internal 
context on action. However, anecdotal evidence 
suggests that the reinstatement of a distinctive 
internal state or context can cause such re-enactment. 
For example, consider a colleague who had recently 
returned from sabbatical leave in the USA. While 
driving in the States, he had occasionally become 
Iost. Some weeks after his return, he was driving in 
a strange place in England and became lost. It was 
only when another car came towards him on the 
same side of the road that he realised that, in his lost 
state, he had switched to driving on the right hand 
side of the road. The ‘internal’ state of confusion 
had made him perform an action which had become 
associated with such confusion during this USA visit. 
Note that the reinstatement of behaviour could not 
have been associated with the external context, since 
he had never been to that part of England before. 

We are suggesting that reinstatement of the 
internal or external context makes such re-enactment 
more likely. The phenomenon is distinguishable from 
state-dependent memory, for such re-enactment does 
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not depend on a person being able to recall what they 
had done the last time they were in that context or 
state. Indeed, in the case of the lost driver, 
reinstatement of explicit memory of the previous 
context might have prevented him from making the 
driving error. 

We can conceive state-dependent action or re- 
enactment as a process whereby an action schema 
primed at the time of the original learning becomes 
associatively linked with the internal context. This 
link is independent of those mnemonic cues from the 
encoding context which would normally facilitate 
explicit recall of past events if that context were re- 
instated (Tulving & Thompson, 1973). Reinstatement 
of mood may facilitate explicit recall of material 
encoded in the same mood. It may also facilitate the 
production of action schemata associated with the 
original mood. However, these two outcomes are 
independent of each other. 


Conclusion 


In the case of HF we suggest that his manic mood 
state became associatively linked to certain action 
schemas which, when the mood was reinstated, 
facilitated some options and inhibited others. For 
him, the occurrence of state-dependent re-enactment 
meant that he found his £3000. But if it is the case 
that actions may become linked to internal as well 
as external contexts, the implications are wider than 
manic-depression. For example, the dissociation 
between state-dependent action and state-dependent 
explicit memory may underlie certain clinical pheno- 
mena in clients with personality disorders. The 
prominent complaint of such clients is that they act 
‘impulsively’ irrespective of their knowledge that to 
delay would be of greater long-term benefit. Such 
‘impulsivity’ may be better seen as the re-enactment 
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of behaviour (inappropriate to the current context) 
due to the reinstatement of certain internal (e.g. 
mood) or external (e.g. situation) contexts. Since the 
person may not be aware of what that original 
learning context was, their behaviour will seem to 
them and to others even more irrational. To date, 
the term 'state-dependent learning! has referred 
almost exclusively to the explicit encoding and 
explicit retrieval of verbal material. We suggest that 
only if research turns its attention to the aspect of 
state-dependent learning which has been neglected - 
state-dependent action and re-enactment - will it 
begin to give a comprehensive account of emotional 
disturbance. 
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Withdrawal from heroin and methadone 


Sir: Psychological and social factors are very import- 
ant in the institution and maintenance of addictive 
behaviour. Complex issues arise when methadone is 
used in conjunction with prescribed or abused drugs 
(Zweben & Payte, 1990). Gossop & Strang (Journal, 
May 1991, 158, 697—699) caution us that methadone 
addicts report more severe withdrawal responses 
than heroin addicts during an in-patient gradual 
methadone reduction programme. However, we are 
not provided with any patient profiles, or details of 
length of drug abuse and other drugs abused, and no 
indication of the mental state of the patients included 
is offered. Hence, no acknowledgement of moti- 
vational factors or coping strategies employed in 
withdrawal is allowed (Murphy et al, 1989). Further- 
more, 1t would appear that the ten-day methadone 
reduction schedule was chosen arbitrarily, even 
though the authors themselves recently highlighted 
the benefits and handicaps of various withdrawal 
schedules (Gossop et al, 1989). Withdrawalresponses 
were only measured with the self-rating short opiate 
withdrawal scale (SOWS). However, a lack of corre- 
lation has been found between patients’ subjective 
ratings, objective nurse ratings and physiological 
parameters of withdrawal severity (Turkington & 
Drummond, 1989). Itis very important in this type of 
research that subjective and objective dimensions of 
withdrawal be considered and measured separately. 


The authors state that there was no difference 
between the heroin and methadone subjects in terms 
of either detoxification completion rates or total 
length ofstay on the unit. This prompts me to question 
the relevance of the differences noted on the SOWS, 
since the outcomes in both groups were comparable. 
Wearetold of special difficulties that may arise during 
the withdrawal phase as a result of the prior substi- 
tution of methadone for heroin. I wonder what is 
meant by this? The literature suggests that use pre- 
dicts treatment outcome, not opiate dependence or 
withdrawal (Kosten et al, 1989). 

Notwithstanding the above criticisms, the results 
showing differences between the two groups are in- 
triguing. Most theories of drug tolerance emphasise 
the physiological consequences of repeated pharma- 
cological stimulation; they postulate some systemic 
change within the organism, as a result of early 
administrations, that either modifies receptor sensi- 
tivity to the drug, induces neurochemical changes, or 
alters the metabolism of the drug. However, a com- 
plete account of tolerance requires an appreciation of 
environmental! influences. In this study, the group 
with the most severe withdrawal was the group that 
was already established on methadone. The heroin 
group differed in that they had to accept that before 
entry, a condition of treatment would be substituting 
their heroin for methadone. The latter group were 
aware that their drug cues would be different, the 
former experienced their old cues (i.e. methadone) 
but in a different context. Could ıt be that the differ- 
ences in severity of withdrawals observed reflect an 
appreciation of environmental alterations? 


Gossop, M., GREFITHS, P , BRADLEY, B. et al (1989) Opiate with- 
drawal symptoms in response to 10-day and 21-day methadone 
withdrawal programmes British Journal of Psychiatry, 154, 
360-362 

Kosten, T. A , BlaNCHI, M S & Kosten, T. R (1989) Use predicts 
treatment outcome, not opiate dependence or withdrawal. NIDA 
Research Monograph, 95, 459—460 

MURPHY, P. N , BENTALL, R P & Owens, R G. (1989) The experi- 
ence of opioid abstinence the relevance of motivation and his- 
tory. British Journal of Addiction, 84, 673-679 

Turxincton, D. & DauMMOND, D C. (1989) How should opiate 
withdrawal be measured? Drug and Alcohol Dependence, 2A, 
151-153 
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RAYMOND TRAVERS 
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Old Mill Lane 
Wavertree 
Liverpool L15 8LW 


AUTHORS’ REPLY: Dr Travers raises questions but 
offers few solutions. He is of course correct that there 
are many influences on the opiate withdrawal syn- 
drome in addition to that described in our paper 
(Journal, May 1991, 158, 697-699). However, while 
clinical practice might necessarily involve juggling 
with all of these simultaneously, the systematic study 
of these possible modifying factors requires a differ- 
ent strategy. We have previously reported on the 
differences between 10-day and 21-day withdrawal 
regimens (Gossop et al, 1989) and on the influences 
of different reduction curves (Strang & Gossop, 
1988). Dr Travers rightly draws attention to the diffi- 
culty in identifying the relevant measures for the 
study of the opiate withdrawal syndrome. We are of 
the view that the SOWS (for development and vali- 
dation see Gossop, 1990) and the actual measure of 
completion rates provide two differing and valuable 
perspectives. When all the criticism 1s said and done, 
what does Dr Travers actually suggest? 

The most interesting points of the criticism are in 
the last paragraph where consideration 1s given to the 
possible different influence of methadone on heroin 
or methadone addicts. As we explained in the paper, 
virtually all of our subjects had originally been using 
heroin, and were assigned to the two groups accord- 
ing to their most recent opiate of use beforeadmussion. 
Thus if drug cues are being considered, it 1s unlikely 
that they would be substantially different across the 
two groups. Perhapsitis being suggested that the drug 
cues may relate to the preparation being used — the 
linctus — but this is unlikely as we use a differently 
coloured and specially prepared linctus on our in- 
patient programme. There are also important cogni- 
tive cues that influence withdrawal responses. Some of 
these have been considered by Wikler (1980) as well as 
in our own previous research. 

Finally, Dr Travers questions whether the findings 
are of any relevance in view of the similar discharge 
rates. From a clinical management perspective there 
may besome legitimacy to this point of view, although 
we would have thought that reducing the levels of 
within-treatment distress remained a legitimate clini- 
cal goal, notwithstanding the similar completion 
rates. However, we would also draw attention to a 
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more general point: for too long the treatment of 
addicts has muddled along, driven by chemical whim, 
with insufficient investment in the systematic study of 
the treatment being delivered. 
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Cerebral ventricular size and dyskinesia 


Sir: McClelland and colleagues (Journal, May 1991, 
158, 691-696) report an interesting association 
between cerebral ventricular size, at the end of 16- 
years follow-up and the development of facial dys- 
kinesia during the period in a group of 23 patients 
with functional psychosis. This data adds to 12 pre- 
vious studies, the results of which divide evenly 
between supporting and refuting an association 
between current ventricle:brain ratio (VBR) and 
current dyskinesia. A smaller group of studies are 
divided over the importance of cortical atrophy. A 
confounding problem in, McClelland et as findings 
may be the effect of ageing on brain structure. While 
the 18 years from first assessment for dyskinesia to 
computerised tomography (CT) scan would be 
accompanied by some ventricular changes, it would 
also be accompanied by some development of corti- 
cal atrophy This is particularly likely in those 
patients who converted from dyskinesia negative to 
positive as their mean age at first assessment was 
53 years. Thus it may be equally possible that the 
development of dyskinesia in this group could be 
associated with cortical atrophy. 

Recent findings of our own would support this 
view (Cooper et al, 1991). We have found no relation- 
ship between VBR and the presence or absence of 
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dyskinesia in a group of 79 schizophrenic patents 
studied cross-sectionally. However, we do find that 
those with dyskinesia have greater cortical atrophy. 
Indeed the association with cortical atrophy seems 
due particularly to greater frontal atrophy (assessed 
separately) in patients over 55 years of age with dys- 
kinesia. While our current study provides a more 
detailed assessment of CT variables in a larger 
sample than many previous studies, it als» supports a 
further hypothesis in relation to the development of 
dyskinesia. 

We would suggest that the integrity of fronto- 
striatal pathways may be relevant to whether or 
not dyskinesia is evident in patients. It is well 
recognised that dyskinesia becomes more prevalent 
with age, and the development of increasing frontal 
atrophy with age, from the sixth decads onwards, 
may explain this. Normally, fronto-striatal path- 
ways would suppress some aspects of striatal out- 
flow. Animal models of dyskinesia suggest that 
neuroleptic drugs may sensitise the striatim to pro- 
ducing dyskinetic movements. However, in humans 
these movements may not become evident in many 
cases until fronto-striatal suppression is lost. This 
would not only help to explain the increasing 
prevalence with age but also a variety of other ob- 
servations such as: (a) greater cognitive impairment 
in dyskinetic versus non-dyskinetic patients may be 
due to cortical atrophy; (b) association of dyskin- 
esia with soft neurological signs (King et al, 1991); 
(c) the lack of consistency in demonstratiag a clear 
relationship of dyskinesia to prior neuroleptic 
treatment might be expected if another pathologi- 
cal process is necessary for full expression of the 
drug effect. Such a hypothesis would also be consis- 
tent with suggested frontal lobe deficits in schizo- 
phrenia itself (Morihisa & Weinberger, 1986). A 
few patients display dyskinesias at an early stage 
of illness, even in the absence of drug treatment. 
They may be those with more marked frontal 
impairment. 

It would be interesting to know if further examin- 
ation of the CT scans from the study of McClelland 
et al, would lend support to this hypothesis. 


Cooper, S. J , DOHERTY, M. M., FOSTER, J et al (1991) The relation- 
ship of involuntary movements to treatment variables, sympto- 
matology and CT scan variables in chronic schizophrenia 
Biological Psychiatry, 29 (suppl 115), 408 

Kina, D J., WitsoN, A., COOPER, S J et al (1991) The climcal 
correlates of neurological soft signs 1n chronic schizophrenia. 
British Journal of Psychiatry, 158, 770—775 

Mormia, J M & WEINBERGER, D. R (1986) Is schizcphrema a 
frontal lobe disease? An organising theory of relevant anatomy 
and physiology In Can Schizophrenia be Localized m the Brain 
(ed N C Andreasen), pp 17-36 Washington, DC: Amencan 
Psychiatric Press. 
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Verapamil in major depression? 

Sr: Jacques & Cox (Journal, January 1991, 158, 
124-125) reported the case of an 82-year-old woman 
who suffered from what they diagnosed as a major 
(psychotic) depression, who dramatically and acci- 
dentally responded to treatment with verapamil. Asa 
consequence, they suggest a possible aetiological role 
for calcium in affective disorders. 

However, if the case is carefully examined as 
described in the article, the diagnosis must be in ques- 
tion. Itis more likely to have been an organic affective 
syndrome of vascular aetiology since: 


(a) The patient had no personal or family history 
of psychiatric disorders. The depressive syn- 
drome appeared at an advanced age which 
means that an organic aetiology should be 
considered. 

(b) The patient suffered hypertension of 20 years 
duration which lately was poorly controlled 
(210/100 mmHg). 

(c) The onset of symptoms coincided with a 
stressful life event, but psychiatric symptoms 
of vascular aetiology can be precipitated by 
stressful events. 

(d) Thedevelopmentofa supraventricular tachy- 
cardia and cardiac failure two days after the 
second electroconvulsive therapy (ECT) con- 
firms the previous poor cardiovascular state. 

(e) Mental symptoms worsened with an anti- 
depressant medication (fluvoxamine, 300 mg 
daily) which would not be expected in a 
primary depression. 

(f) The quick, complete and simultaneous 
recovery of her cardiac and psychiatric 
symptoms after treatment with verapamil 
and frusemide. i 

(B) The absence of depressive relapse in the 
four-month follow-up on no antidepressant 
medication. 


All these suggest that the diagnosis of an affective 
organic disorder of vascular aetiology should be 
considered before thinking of major depression. In 
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principle, the fact that a medication with a cardio- 
vascular therapeutic action should prove effective in 
8 cardiovascular pathology with secondary psychi- 
atric symptoms should not Surprise anybody; on the 
contrary, what surprises us is the fact that the authors 
did not even mention that possibility in the discus- 
sion of their case. 

Luts M. IRUELA 


: VICENTE ÍBAREZ-R0JO 
Department of Psychiatry ' 
Universidad Autonoma de Madrid 
Clinic Puerta de Hierro , 


San Martín de Porres, 4 
28035 Madrid, Spain 


Psychogenic amnesia? 


Sm: Domb & Beaman (Journal, March 1991, 158, 
423-425) reported the case of "Mr X", whom they 
consider to be a psychogenic amnesic. 

I agree with their assertion that Mr X's loss of 
personal identity and the circumstances surrounding 
his admission to hospital suggest a psychogenic 
amnesia, possibly representing a flight from suicide. 
"There is, however, another rather puzzling aspect to 
this case, namely, a persisting and selective failure to 
learn the difficult paired associates of the Wechsler 
Memory Scale (WMS), despite improvements in per- 
formance on other subtests ofthe WMS. In theexperi- 
ence of our neuropsychological group, this pattern i is 
frequently seen in patients with organic amnesias of 
bilateral hippocampal origin (Walsh, 1985, 1987). Itis 
also seen in the chronic phase of recovery after left 
posterior cerebral infarction (Ishikawa er al, 1988), 
and in patients with left temporal lobe epilepsy in the 
presence of hippocampal sclerosis (Saling et al, 
unpublished). 

In view of the neuropsychological findings in this 
case, it would be interesting to know the nature of Mr 
X's two previous suicide attempts. Is it possible that 
some cases of functional retrograde amnesia rep- 
resent massive psychological elaboration around a 
kernel of organic involvement? 


IsurkAWA, K. Darsy, D. G., SALING, M. M. et al (1988) Verbal and 
visual recognition memory mprovement in left posterior cerebral 
infarction with general amnesic syndrome In Proceedings 
of the Thirteenth Annual Bram Impairment Conference (eds M 
Matheson & H Newman), pp 128-162. Sydney. 

WarsH, K W (1985) Understanding Brain Damage. A Pruner of 
Neuropsychological Evaluation. Edinburgh Churchill 
Livingstone 

— (1987) Neuropsychology: A Clinical. Approach. Edinburgh. 
Churchill Livingstone, 

MICHAEL M. SALING 

The University of Melbourne 

Parkville 3052 

Australia 
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Clinical interviews with children and adolescents 


Sin: Itis not customary for authors to write to editors 
commenting upon reviews of their books and indeed 
until now I have never done so. However I feel that 
some comment is needed about Dr Dora Black's 
review of Clinical Interviews with Children and 
Adolescents. 

Dr Black says that “the author seems never to have 
got clear in his mind what his aims are". I believe 
that the aims of the book were stated clearly in the 
introduction. Re-reading this confirms my belief. 

She goes on to say that I seem "'to be considering 
therapeutic interviews as well as diagnostic ones" but 
that I miss them off the list of reasons for interviewing 
children. This statement is just wrong. Treatment 
interviews, defined as aiming to promote rather than 
impose change, are clearly listed on page 12. Dr 
Black seems to have missed the point I make, also on 
page 12, contrasting ‘manipulative’ interviews — 
which attempt to impose change — with ‘treatment’ 
interviews, which aim to promote it. 

Earlier in the review Dr Black says that the idea of 
my book “‘is an original one". This is not the case. A 
book entitled Interviewing Children and Adolescents 
was published by John Rich in 1968 and is cited 
by me. Indeed, the classification of interviews 
upon which Dr Black comments is derived, with 
acknowledgement, from Rich's book. 

I find it difficult to avoid the conclusion that Dr 
Black's review was written after only a cursory look 
through the book. 

PHILIP BARKER 
Department of Psychiatry 
Alberta Children’s Hospital 
1820 Richmond Road S.W. 
Calgary, Alberta 
Canada T2T 5C7 


AUTHOR'S REPLY: I certainly read Professor Barker’s 
book from cover to cover. Our differences hinge on 
the fact that the whole book is devoted to what 
Rich called fact-finding interviews, and the author 
states that "psychotherapy techniques themselves 
fall outside the scope of this book” (p. 12) yet in 
the chapter on "Termination" there 1s advice about 
resolving attachment to the therapist. It is this that 
led me to state that the aims were not clear. Per- 
haps it would have been better to say that the aims 
were stated but a trainee would not emerge from 
reading the book with a clear idea of whether the 
interviews described were for assessment or therapy. 
As I said originally, the book is of value as the distil- 
lation of the experience of a sympathetic and skilled 
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clinician. I am sorry I got it wrong when I said it was 
an original idea. 

Dora BLACK 
The Royal Free Hospital 
Department of Child and Adolescent Psychiatry 
Pond Street 
London NW3 20G 


Portrayal of women in advertisements 


Sm: The paper by Ashton (Journal, May 1991, 158 
(suppl. 10), 30-35) on psychotropic drug prescribing 
for women, quotes an American study (Prather & 
Fidell, 1975) which showed that advertisements for 
psychoactive drugs show significantly more women. 
The same conclusion was reached by Penfold & 
Walker (1984) who also looked at North American 
journals. 

Ina retrospective study of our own, we have exam- 
ined all advertisements for psychotropic drugs 
appearing in the British Journal of Psychiatry over 
the last 30 years and surprisingly find the situation to 
be different. We looked at the three categories of 
antidepressants, anxiolytics, and antipsychotics, and 
found the portrayal of gender within each group of 
advertisements to be in line with accepted prevalences 
of illness (c.g. Kendell & Zealley, 1988), i e. there was 
no gender bias in numbers of women shown. 

What we did find, however, was a marked differ- 
ence in the portrayal of women. Whereas depressed 
or anxious men tended to be shown at work, or 
worrying about deadlines, women were more often 
portrayed in the home or with children. In 30 years, 
only one woman has been shown in a professional 
role — as a teacher in 1961! Similarly there has never 
been a female doctor portrayed — despite the fact that 
about one-third of members of the Royal College of 
Psychiatrists are women. 


KENDELL, R E. & ZEALLEY, A K. (1988) Companion to Psychiatric 
Studies Edinburgh. Churchill Livingstone 

PENFOLD, S & WALKER, G A (1984) Women anc the Psychiatric 
Paradox. Milton Keynes Open University Press. 

PRATHER, J E & Foer, L S (1975) Sex differences in the content 
and style of medical advertisements Social Scienze and Medicine, 
9, 23-26 


MATTHEW JELLEY 
JOHN OWEN 
Fromeside Clinic 
Blackberry Hill 
Stapleton 
Bristol BS16 1ED 


Independent evaluation of new drugs 


Sin: Healy (Journal, June 1991, 158, 737—742) is right 
to draw our attention to the weaknesses of the 
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Hamilton Rating Scale in the assessment of response 
to antidepressant medication, and to question the 
marketing policies of drug companies to which clin- 
icians are exposed without the benefit of 'indepen- 
dent trials'. While dilating upon the link between 
dopamine and serotonin he does not consider the 
relationship between noradrenaline and serotonin. 
The implication is that theories of depression involv- 
ing these two neurotransmitters are mutually exclu- 
sive. Close anatomical relationships with reciprocal 
connections have been demonstrated between the 
brainstem raphe nuclei and the locus coeruleus 
suggesting closely related systems (Descarries & 
Leger, 1978; Fuxe et al, 1978). 

Sulser (1987) has described the complex relation- 
ship between the changes in noradrenergic receptors 
in response to antidepressant medication and the role 
of serotonin in these changes. In drug-free animals, 
lesions of the serotonin system produce an increase 
in the density of B-adrenoceptors. In the absence of 
serotonin, downregulation of the B-adrenoceptor in 
response to antidepressants does not occur. This 
downregulation is a common feature of many 
treatments for depression (Leonard, 1988). Acute 
reductions in serotonin may reverse antidepressant- 
induced downregulation. The mechanism of inter- 
action between the two may be modulated by ‘second’ 
or ‘third’ messenger activated protein kinases (Sulser, 
1987). 

Leonard (1988) suggests that the adaptive changes 
in the serotonin and noradrenergic receptors in 
response to chronic antidepressant administration 
have a similar time course to the improvement seen 
clinically in the depressed patient. 

Clearly the story is a complex one and much 
remains to be clarified. The marketing strategies of 
the drug companies exploit these areas of doubt. 
While agreeing with Healy that there is a need for 
‘independent’ studies and critical evaluation of these, 
this cannot be achieved by ignoring the wealth of 
evidence that serotonin in conjunction with nor- 
adrenaline has an important role in the molecular 
biology of depression, 


DESCARRIRS, L & LEGER, L (1978) Serotonin nerve terminals in the 
adult rat In Interactions Between Putative Neurotrangmitters m the 
Bram (eds S Garattim,J F Pujol & R. Samanin), pp 355-367 
New York Raven Press. 

Fuxs, K., HoxrzrT, T. & AGNALI, L F (1978) Mapping out central 
catecholamine neurones. In Psychopharmacology A Generation 
of Progress (ods M A. Liplan, A DiMascio & K F. Killam), 
pp 67-94 New York: Raven Press 

LzoNARD, B. A. (1988) Pharmacological effects of serotonin re- 
uptake inhibitors Journal of Clinical Psychiatry, 49 (suppl 8), 
12-17 

SULSER, F (1987) Serotonin-norepinephnne receptor interactionsin 
the bram implications for pharmacology and pathophysiology 
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of affectrve disorders. Journal of Clinical Psychiatry, 48 (suppl 3) 
12-17. 


CHRISTOPHER J. BALL 
Medway Hospital 
Windmill Road 
Gillingham 
Kent ME7 5NY 


Winnicott’s contribution 


Sm: I read Dr Wardle’s comprehensive article 
“Twentieth-century influences on the development 
in Britain of services for child and adolescent psy- 
chiatry” (Journal, July 1991, 159, 53), with interest. 
It seems extraordinary that he omits Dr Donald 
Winnicott’s enormous contribution to the under- 
standing of children. Winnicott qualified as a con- 
sultant paediatrician in 1923 and later became a 
psychoanalyst and a child psychiatrist. He was 
appointed psychiatric consultant to the Government 
Evacuation Scheme in the county of Oxford in 1940 
and worked with children evacuated during the war. 
While Klein was concerned solely with the internal 


world of the child, Winnicott, along with Bowlby, 


recognised the significance of the early mother-child 
relationship on the development of the child's person- 
ality. He developed, among other things, the concepts 
of the facilitating environment, the use of child's play 
in treatment, and the transitional phenomena. His 
radio broadcastsand popular writings helped to make 
these developing ideas accessible to the general public. 
Dr Wardle’s account would be incomplete without 
the acknowledgement of Winnicott’s contribution. 

S. SRINATH 
22 Yoakley Road í 
London N16 0BA 


Incidence rates of schizophrenia 

Sm: Recent papers concerning unexplained vari- 
ations in incidence rates of schizophrenia by Kendell 
& Adams. (Journal, June 1991, 158, 758-763) and 
by season of bırth according to genetic risk by 
O'Callaghan et al (Journal, June 1991, 158, 764—769) 
provide an element of support for the theoretical 
consideration of the role of light as an aetiological 
factor in the genesis of the disorder. This was 
discussed in correspondence (Quested, Journal, 
November 1990, 157, 782), and then proposed as a 


short paper at the Spring 1991 Quarterly meeting of . 


the Royal College of Psychiatrists. O'Callaghan et al 
found that a winter birth excess was confined to those 
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at low genetic risk for the condition, thus strength- 
ening the evidence for the aetiological role of an 
environmental factor. Kendell & Adams report the 
interesting finding of a correlation between fluctu- 
ations in the month of birth of a sample of schizo- 
phrenics and temperature variations from the mean 
in the third month of gestation. The most interesting 
aspect of their results is that the influence inverted 
according to whether the births occurred ın Spring or 
Autumn. Increased incidence rates were seen in births 
occurring in a phase of increasing day-length follow- 
ing a fall in temperature six months previously, while 
higher rates were seen for births occurring during a 
phase of decreasing day-length following an increase 
in temperature six months previously. While this 1s 
difficult to understand in terms of the viral hypothesis 
which the study was testing, the finding is highly rel- 
evant when considered in terms of biological rhythms 
under the influence of photoperiod and is actually 
predicted by the theory referred to above. Animal 
studies of the effect of photoperiodic fluctuations on 
neurodevelopment have revealed the positive corre- 
lation of post-natal day-length with cerebral mass and 
density in males (Dark, 1987) and the relevance of the 
prenatal maternal photoperiod to both somatic and 
neurodevelopment in males and females (Lee, 1988). 
One of the fundamental purposes of the transfer of 
photoperiodic information between mother and off- 
spring in animals is to prepare the foetus for the 
expected season of birth so that appropriate patterns 
of development can occur. Variations in the maternal 
photoperiod have been shown to set up different pat- 
terns of growth even though the encountered light: 
dark ratio at birth may be constant (Horton, 1990). 

In the present context of the understanding of 
schizophrenia as a neurodevelopmental disorder, it 
is possible that variations in photoperiod could 
mediate the establishment of inappropriate develop- 
ment patterns. The model is well placed to explain 
present queries in schizophrenia research such as the 
increased incidence in winter births, especially in 
those with no family history, and rates in second- 
generation Afro-Caribbeans, as well as urban/rural 
differences. 

It is likely that discordance between the signal 
communicating expected season of birth and actual 
post-natal photoperiod could interact with asym- 
metrical cerebral development to cause the differ- 
ences seen in neuropathological studies of 
schizophrenia. Kendell & Adam’s paper suggests the 
sensitive period for the transfer of seasonal phase 
information is the third gestational month, in 
humans, and the “influence which varies consistently 
with season and temperature” referred to in the 
abstract is, in all likelihood, light itself. 
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Danx,J , DARK, K.A &Zuckzn,I (1987) Long day lengths increase 
„brain weight and DNA content in the meadow voke, Microtus 
pennsylvanicus Bram Research, 409, 302-307. 

Horton, T.H & Srerson, M. H. (1990) Maternal programming of 
the foetal brain dictates the response of juvenile Siberian hamsters 
to photoperiod Journal of Experimental Zoological Supplement, 
4, 200-202 

Ler, T M et al (1988) Vole infant development is influenced peri- 
natally by maternal photoperiodic history. Ameríizn Journal of 
Physiology. 255, 831-838. 


D.J. 
Charing Cross and Westminster Medical School 
Department of Neurophysiology 
The Priory Hospital 
Priory Lane, Roehampton 
London SW15 5JJ 


Sm: I read with interest the paper by Kendell & Adams 
(Journal, June 1991, 158, 758—763) showirg that the 
lower the temperature ın the Autumn, the higher the 
incidence of schizophrenia the following Spring. The 
authors point out that theeffectisa small on2, and that 
some infective or nutritional influence may be the 
actual aetiological agent. However, the World Health 
Organization’s studies on schizophrenia demon- 
strated that the incidence of schizophrenia as 
‘broadly’ defined showed an approximate three-fold 
variation from country to country (Sartorius et al, 
1986) and also that the outcome of schizophrenia was 
significantly better in ‘developing’ countries than in 
the ‘developed’ world. Some time ago I carried out 
analyses using incidence and outcome measures from 
the WHO investigations, and found large and signifi- 
cant correlations between these and indices of en- 
vironmental temperature (Gupta & Murray, 19915). 
Furthermore, when taken together with ather data 
(for example, from biological studies, e.g. McDonald 
& Param, 1985), such epidemiological findings 
suggest that the link between environmental tem- 
perature and schizophrenia may have aetiological 
significance (Gupta, 1990). 

In the same issue (Journal, June 1991, 158, 834— 
835), Eagles makes some interesting observations 
about the paper entitled “Is schizophrenia disappear- 
ing?" of which I was a co-author. He points out that 
first-admission rates were not age standardised, but 
also notes that in patients aged under 55, a fall was 
apparent in all age groups. This he argues is evidence 
against a purely perinatal explanation of the appar- 
ent decline in incidence of the disease, and he suggests 
that reduced rates of infectious illnesses may also be 
involved. However, as pointed out elsewhere (Gupta 
& Murray, 1991a), if increased resistance to infec- 
tions 1s due in part to 1mproved health care early in 
life (for example due to immunisation programmes), 
then once again one would have expected a selective 
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fall in the incidence of schizophrenia among younger 
patients. The effects of any additional triggering fac- 
tor are likely, on the other hand, to be dependent on 
influences operating in a period comparatively close 
to the time of illness onset. Furthermore, if the analy- 
sis of the data from England and Wales is correct, the 
intensity of this factor probably started to change 
sometime in the 1960s. 


Gupta, S. (1990) Cross-national differences in the incidence and 
outcome of schizophrenia Paper presented to the Autumn 
Quarterly meeting in the Royal College of Psychiatrists, London, 
October, 1990 Abstract pubhshed as part of a supplement to 
Psychiatric Bulletm. 

—— & MURRAY, R. M (1991a) The changing incidence of schizo- 
phrenia: fact or artefact? Directions in Psychiatry, 11, 1-8 

—— & —— (19915) The relationship of environmental temperature 
to the incidence and outcome of schizophrenia. British Journal of 
Psychiatry (in preas) 

McDonacp, C. & Param, C. (1985) Body temperature in psychi- 
atric disorders Biological Psychiatry, 20, 817. 

SARTORIUS, N., JABLENSKY, À., KORTEN, A et al (1986) Early mani- 
festations and first contact incidence of schizophrenia in different 
cultures. A preliminary report on the tial evaluation phase of 
the WHO Collaborative Study on Determinants of Outcome of 
Severe Mental Disorders. Psychological Medicine, 16, 909-928 


SuNJAI GUPTA 
Institute of Psychiatry 
London SES 8AF 


Ethnic nomenclature 

Sm: I remain perplexed by the continuing Journal use 
of the term ‘Caucasian’ to describe people of White 
European origin. This supposedly scientific desig- 
nation has no rigorous meaning: it was originally 
popularised by the biologist Johann Blumenbach 
(1795) when he attempted to modify Linnaeus’ defi- 
nition of a species so as to catalogue different human 
groups. Blumenbach chose ‘Caucasian’ to designate 
the ‘first race’ (from which all others were held to be 
degenerate forms) because we all split up after 
Noah’s Ark landed on Mount Ararat in the Southern 
Caucasus (Genesis 9: 18-19). The term continued in 
use during the 19th century, variously including the 
Semitic-speaking peoples (Jews, Arabs) or excluding 
them. It consistently included the Indo-European 
speaking peoples of South Asia: the societies 
referred to in the Journal as ‘Asian’ where they are 
counterposed to ‘Caucasians’. Contemporary bio- 
logical anthropology and population genetics find 
no value in this confusing notion of ‘race’ which 
elides the cultural and the biological. Instead, they 
prefer to use the deliberately ambiguous term ‘eth- 
nic group’ in which a group of people are referred to 
by the term they themselves use: hence Inuit, not 
Eskimo. 
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Ihave never met a white British person who con- 
ceived of him/herself as ‘a Caucasian’, but the term 
has of course its proper academic use: when David 
Lang, the retired Professor of Caucasian Studies at 
London University, was awarded an honorary doc- 
torate in 1966 it was from the State University of 
Tbilisi for his work on the Georgian language— 
Georgia, USSR, not Georgia, USA. Can we finally 
put this arcane term firmly to rest, back on Mount 
Ararat? 


BLuMENBACH, J F (1795) De Generis Varietate Nativa (3rd edn). 
Góttngen, Germany. 


ROLAND LITTLEWOOD 
University College and Middlesex School of Medicine 
Department of Psychiatry 
Wolfson Building 
Middlesex Hospital 


London WIN 8AA 


Eprror’s REPLY: It would be more accurate for Dr 
Littlewood to complain of the continuing use of the 
term Caucasian in the Journal rather than of the 
* Journal use of the term". The Journal has no specific 
policy on this matter. 

The potential for introducing error r would be great 
were we to revise the terms under which authors have 
categorised people. More reflection on the part of; 
authors in their choice of words and use of language 
would, of course, be welcomed. 


Medical Research Council 
Sig: The strategy and initiatives of the Medical 


Research Council (MRC) have.much to commend ' 


them and they are lucidly presented by Rees & Levy 
(Journal, May 1991, 158, 602-604). They rightly 
emphasise collaboration and the identification of 
priorities. 

Two main problems arise. The first is that the co- 
ordination of genome research has yet to be achieved 
either globally or even in Europe. The American 
approach is that the whole genome should be 
sequenced, while the European view is:that research 
centres should just identify the genes that are actually: 
expressed and then sequence these. Control over 
genome research in the US has been centralised but 
this is not so in Europe. Not only are there contrast- 
ing approaches between the US and Europe, but they 
also exist within Europe. The European Science 
Foundation (ESF) in its latest publication, Report on 
Genome Research 1991, suggests that it is itself the 
best forum for co-ordination of European genome 
research. However, the Human Genome Organiz- 
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ation (HUGO) was specifically organised in 1988 to 
co-ordinate international ‘research on the genome. 
According to Nature, Sir Walter Bodmer, President 
of HUGO, has “reservations about the proposed 
role of ESF” (Dickman & Aldous, 1991) and instead 
favours ‘bottom up’ co-ordination. Clearly the com- 
peting claims of HUGO and ESF for co-ordination 
of genome research needs early resolution. 

The second problem is sustained government 
underfunding of medical science and the MRC. It is a 
pity that Rees & Levy failed to discuss this issue 
because without sufficient resources, their initiatives 
are at risk. Both British and American researchers 
see this underfunding as a form of scientific vandal- 
ism. They are not alone. The House of Lords Select 
Committee on Science and Technology, in its Report 
of April 1991, said that government investment in 
science is inadequate. The United Kingdom, of 
seven nations studied by the Institute for Scientific 
Information in Philadelphia, has suffered the largest 
declineincitation oforiginalarticles during the 1980s. 
The fall in citation was most acute for clinical medi- 
cinecompared with engineering and applied sciences. 
According to an editorial in the British Medical 
Journal, the corporate plan of the MRC for 1991- 
1995is “ʻa plan for decline" (Smith, 1991a). Combined 
funding from industry and charities now more than 
doubles the money allocated by the government. 
Private funding from members of the Association of 
Medical Research Chanties has increased and is 
expected to overtake that provided by the MRC. 
Yet there are few formal mechanisms for discussing 
research priorities with the private sector. 

Three conclusions follow. First, it is time that the 
international debate over whether to sequence the 
entire 3 million bases of the genome or just the genes 
(2-394 of the genome) is settled. Sydney Brenner, 
head of the MRC Molecular Genetics Unit at 
Cambridge bas publicly advocated that research 
should concentrate on expressed genes and his view 
has prevailed in the MRC. However, the National 
Institutes of Health in Washington DC have opposed 
apartial approach and argued that the entire genome 
should be sequenced. Meanwhile in Europe, we can- 
not afford the luxury of having two organisations 
with different philosophies co-ordinating the genome 
project. 

Second, the MRC and British researchers could do 
worse than follow the example of the Australian 
Society for Medical Research which has raised the 
public profile of science and successfully campaigned 
for increased funding of research (Smith, 19915). 
Indeed this activist approach is recommended for the 
entire university system by Sir Eric Ash, Rector of 
Imperial College, London. He is the author of a 
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pamphlet published in June 1991 by the Committee 
of Vice-Chancellors and Principals whick states that 
universities face an insidious decline in tha standards 
of teaching and research. He said that universities 
should take their case to the voters and orly by doing 
so will they "prevent the decline of the university 
system". In addition, the science lobby in the UK 
should take advantage of cuts in military expenditure 
ın the UK. This has already happened in the US. In 
the current fiscal year, the budget for civilian re- 
search and development (R & D) has increased by 
10.7% (or 6% after inflation) while defence-related 
R & D has taken a cut for the second year in a row. 
Third, the MRC should broaden its callaboration 
to include the charities and other research bodies 
in the development of a comprehensive medical 
research strategy (Advisory Board for the Research 
Councils, 1986; British Medical Association, 1990). 


ADVISORY BOARD FOR THE RrEsmARCH COUNCILS (1286) Report of 
the Working Party on the Private Sector Funding of Scientific 
Research ( Mathias Committee) London ABRC. 

Dickman, S & ALDHOUS, P (1991) Helping Europe in human 

genome research — more coordination needed. Nature, 350, 261 
cane R (1991a) Strangling the future: the government neglects 
research at the nation’s peril. British Medical Journal, 302, 
977-978. 

—— (19918) Science in Australia: alive, well, kicking and growing 

British Medical Journal, 302, 840-842. 


MICHAEL MORRIS 
Department of Medical and Molecular Genetics 
Indiana University Medical Centre 
975 West Walnut Street 
Indianapolis 
Indiana 46202-5251 


Pathological jealousy defined 


Sm: Mullen's account of jealousy (Jcurnal, May 
1991, 158, 593—601) demonstrates the perils of travel 
through the soul. Without a careful eye on ambiva- 
lence one gets lost. The answer to a question he poses 
can be simply stated: desire for rivalry is the hallmark 
of pathological jealousy, separating it fom zealous 
engagement in and solicitous guarding cf a relation- 
ship (normal jealousy). The Concise Oxford Diction- 
ary definition is ‘‘jealous—fiercely protective (of 
rights etc.); afraid, suspicious or resentful of rivalry 
1n love or affection". 

Mullen refers to Freud (1955) but misunderstands 
— projection and reaction formation are not burdens 
for jealousy as he laments — they are fue s propelling 
zeal into the realm of disease. Within pathological 
jealousy lies concealed the wish for a rival to enter or 
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challenge the relationship. Within non-pathological 
jealousy lies the wish to preserve the relationship. 
Both forms usually coexist. 

How can anyone wish for a rival? Generally these 
desires fall into three groups (Freud, 1955a,b): 


(a) Oedipal, where rivalry enhances the parent- 
like qualities of the spouse 
(b) Homosexual, where rivalry or unfaithfulness 


permit a less distressing form of awareness of 
one's own fondness for someone of the same 
sex 

(c) Narcissistic, where one’s own self-represen- 
tation is enhanced by rival’s attention to 
spouse. 


These are some ways. There are others. Pathology 
is proportional to the amount of one’s self one sees in 
the jealousy-provoking situation. What about envy? 
Looking carefully at individual cases we see it does 
not occur without self-investment (projection). 
Sadness and grief do. By understanding the psycho- 
dynamics of a given case with an eye on the above 
and other ambivalent contents, one can separate 
pathological jealousy from relationship-affirming 
solicitousness. Once the central discriminant is estab- 
lished, subsidiary questions like “how much zeal is 
ok?" , answer themselves. 


Freup, S (1955a) Three contributions to the theory of love. In 
Standard Edition, vol 11 (ed. J. Strachey), pp. 163-208. London. 
Hogarth Press. 


FREUD, S. (19555) Some neurotic mechanisms in jealousy, paranoia 


and homosexuality In Standard Edition, vol 11 (cd J Strachey), 
pp. 221-232 London Hogarth Press 


RICHARD Kast 
Medical Center of Hospital of Vermont 
Burlington 
Vermont, USA 


Access to health records 


Sm: Gaitonde (Journal, July 1991, 159, 164) is right 
to draw our attention to thelikely impact of the Access 
to Health Records Act, 1990, but his pessimistic con- 
clusion that record keeping may be inhibited to the 
detriment of patient care is disappointing. His predic- 
tion of a defensive response from the profession may 
well come true and was documented in response to the 
UK Data Protection Act (1987) by Jones et al (1988). 
These authors audited the censoring of information 
disclosed to patients by doctors in computerised 
records in a diabetic clinic and found that 69% of the 
problems which had been censored out could, on 
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closer scrutiny, be reinstated and disclosed. Such a 
defensive response to patients having access to 
records is not inevitable and there are well docu- 
mented examples from general practice (e.g. Baldry, 
1986) and psychiatry (Essex et al, 1990) where actively 
encouraging patients to share the medical record has 
been a positive experience for both doctors and 
patients. Such sharing was entirely compatible with 
responsible medical practice and supplementary 
*confidential' records were unnecessary. 

Lipsitt (1980) discussed patient and doctor 
responses to the introduction of Chapter 214 of the 
Massachusetts Acts of 1979 which guaranteed 
patients in the USA access to their records. He 
noted that few patients sought access to their records 
despite having the right to do so, and suggested that 
the traditional doctor-patient relationship, modelled 
on the parent-child interaction, carries subtle cues 
which define who will control and who will be con- 
trolled. Many doctors found the idea of patients hav- 
ing access to their records threatening to the balance 
of this relationship and label those who break the 
taboo and ask to see their records as deviant. Lipsitt 
warned that attitudes and traditions in medical care 
are more likely to be modified by an awareness of 
patients and their feelings than by an incantation of 
laws. 

Gaitonde underplays the potential benefits to 
patients of the new legislation. Ellis (1979) showed 
that giving medical patients written information 
about their conditions significantly improved under- 
standing and recall. An efficient way of providing 
such information is in the form of a patient-held 
record which the doctor writes in and the patient 
keeps. Essex et al (1990) have reported the use of such 
a record with psychiatric patients receiving’ care 
shared between general practice: and out-patients. 
They found that the record was enthusiastically 
accepted by patients who valued being consulted and 
thought they were in a better position to challenge 
their doctor. The record also improved communi- 
- cation between staff. Despite the obvious benefits of 
the system, these'authors also reported a negative 
response by most psychiatrists and nurse managers 
consulted. x 

Patients today expect more information and a 
more collaborative working arrangement with their 
doctor. This trend is reflected in the current legis- 
lation and is likely to grow in the future. The pro- 
fession can react to this trend either defensively to 
maintain the traditional paternalistic approach to 
patients, or by viewing it as a way of forging a closer 


relationship with the patient and adding it to their- 


therapeutic armoury. If the latter is to apply, doctors 
will have to learn how to write records in a manner 
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which patients will understand, and record infor- 
mation which 1s useful to the patient as well as to 
professionals. Rather than inhibiting record keeping 
this would result in an enriched record and improved 
patient care. Teaching doctors how to write such 
records should become an important element in 
undergraduate and postgraduate education and 
offers a particular challenge to psychiatry. It is a 
challenge which should be taken up sooner rather 
than later. 
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Anorexia nervosa in Asian children 


Sir: Bryant-Waugh & Lask (Journal, February 1991, 
158,229—233) have reported cases of anorexia nervosa 
(AN) in Asian children which, although interesting, 
are not the first, as Badrinath (Journal, April 1990, 
156, 565-568) and Neki et al (1977) have also reported 
similar cases. 

The earlier report by Badrinath has generated a 
lively discussion to which we would like to add some 
of our own experiences with AN in India. 

Although AN may beless common in India than in 
the West, it is not as rare as these reports suggest. 
Indeed, a likely explanation for the absence of reports 
in literature is the familiarity of the diagnosis rather 
than its rarity. 

Atour general hospital psychiatry department, we 
have encountered five new cases of AN 1n the last 
four years. With the average annual intake of about 
2500 new patients, the frequency of presentation is 
quite similar to that reported by Buhrich (1981) in 
Malaysia. All were unmarried females aged between 
13 and 25 years. Contrary to the experience of 
Khandelwal & Saxena (Journal, November 1990, 
157, 784), three of our patients did have body image 
disturbance while none had associated hysterical 
symptoms. 
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Much of the discussion on AN in Asians has 
focused on the role of exposure to Western ideas and 
culture which emphasise slimness and diet control. 
However, three of our patients came from very 
traditional Indian households. The youngest patient 
had never been sent to school by her illiterate parents 
and had not even travelled outside her village until 
She was forced to do so because of her symptoms. 
The view that slimness is not a requisite for beauty in 
Indian culture may also be an oversimplification. 
Anything beyond a well-fed look in an adolescent is 
very likely to subject her to ridicule from peers and 
family members (a precipitating factor in three of our 
patients), and may adversely affect her prospects 
even in the arranged marriage system. 

Our observations seem to indicate that conflicts 
over body weight may not bea phenomenon unique 
to the West. The lower prevalence of AN in India 
may be because of the qualitative and quantitative 
aspects of the diet in a less affluent society, the 
tradition for women to eat the last, and often the 
least, in the family, and the society's acceptance ofa 
wider range of weight as being consistent with good 
appearance. Consequently, fewer women would 
cross the upper limit and feel under pressure to diet. 


BunuziCH, N. (1981) Frequency of presentation of anorexia in 
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monozygotic twin pair. Journal of Indian Medical Association, 68, 
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The clinical application of restricted environmental 
stimulation therapy (REST): observations of a 
psychiatrist 


Sm: The idea that solitude and the reduction of 
environmental stimulation are conducive to the 
improvement of mental health, and health ın general, 
is not new. What is new is the development of a pre- 
cise technique by which environmental stimulation 
can be reduced and controlled. The exact methods 
employed in the REST programme have been 
described elsewhere (Suedfeld, 1980). 

The REST programme is the result of a pioneer- 
ing research by Suedfeld and his colleagues at the 
department of psychology at the Einiversiy of 
British Columbia. 
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Its origin lies in the massive research done by Zubek 
and his colleagues in the 1960s ın the area of sensory 
deprivation. The initial data on the subject have been 
summarised by the late Professor Zubek (Zubek, 
1969). REST uses several of the major concepts of the 
sensory deprivation technique, but departs from it by 
abandoning, “physical restraints, cardboard cuffs, 
gloves, goggles and ear-phones etc. ...” (Suedfeld & 
Kristeller. 1982). 

The author, a practising psychiatrist in Vancouver, 
Canada, was impressed with the positive results 
obtained in the treatment of tobacco addiction. One 
of his employees, a senior health care nurse, was a 
heavy smoker. The nurse had tried various methods 
to stop smoking cigarettes. Finally, he volunteered to 
undergo REST treatment in a non-university setting. 
At that time, the REST treatment programme was in 
its early stage of development at the University of 
British Columbia. 

After the completion of the programme, the nurse 
stopped smoking completely, and showed several 
positive attitudinal changes which were noted by his 
family members and colleagues. This case has been 
reported as “Mr F” in a paper illustrating the ben- 
eficial side-effects of REST in a smoking cessation 
programe (Suedfeld & Best, 1977). 

REST has been applied to various clinical con- 
ditions which range from obesity to autism (e.g., 
Suedfeld & Schwartz, 1983). There has been some 
study of the effect of the REST programme in the 
treatment of essential hypertension (Fine & Turner, 
1982). 

During the last few years, the author has referred a 
number of patients to the REST clinic at the Univer- 
sity of British Columbia. These patients were ran- 
domly chosen to participate in a research project at 
the university- which was evaluating the effect of 
REST programme in reducing blood pressure with- 
out the use of medication. The patients were attend- 
ing my office for psychotherapy. The complaints of 
the patients were psychosomatic in nature; increased 
blood pressure was one of their symptoms. Unfortu- 
nately, these patients were not showing a great deal 
ofimprovement. Some of them had developed insight, 
but they were unable to change their counterpro- 
ductive attitudes. The author noted remarkable 
changes in their attitudes, after only one session of the 
REST programme, which employed a flotation tank, 
various relaxation tapes and the REST chamber for 
24 hours. The following case history of one such 
patient is presented as an example. . 


Case report. Mr PG is a 36-year-old male, East Indian, real 
estate agent, who was referred to the author with a history 
of unexplained muscular tension, neck pain, and general 
symptoms of anxiety. During the interview, the author 
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noted that he had seen Mr PG on previous occasions when 
he used to bring his father to the author's office. His father 
suffered from depression. During the sessions with his father, 
Mr PG was noted to be calm and caring but controlled. 

However, when Mr PG presented himself as a patient, he 
complained of the following symptoms: 


(a) Pain at the base of his neck 

(b) Periodic panic attacks , 

(c) Hypertension for which no cause has been found 

(d) Other somatic symptoms for which multiple 
investigations have been done. 


He made little progress after several sessions of psycho- 
therapy. The author discussed with him the possibility of 
participation at the REST clinic at the University of British 
Columbia for the treatment of hypertension. Mr PG was 
most interested and subsequently discussed the matter with 
his family doctor. Appropriate referral to the REST clinic 
was made. 

Two months later, Mr PG came to see the author and told 
him that he had completed a 24-hour programme in the 
REST chamber. He described his experience at the REST 
chamber with enthusiasm. He told the author that since he 
participated in the programme, his lifestyle had changed. 
Mr PG appeared relaxed and happy with his life in Canada 
(He used to complain about harshness of Canadian life as 
compared to his experience in India.) He used to ruminate 
bitterly about his commitment to support all of hus siblings 
jn accordance with Indian tradition, since he was the eldest 
son. It was obvious that there had been a change in Mr PG's 
attitude. He was no longer complaining of somatic symp- 
toms and apparently his blood pressure had returned to 
normal. He was not using any medication. 


It is not clear at this stage whether the REST pro- 
gramme is effective in the treatment of essential 
hypertension. It is clear, however, that the pro- 
gramme is useful in.a number of psychiatric con- 
ditions particularly those which fall into the category 
of psychosomatic disorder. The treatment technique 
does not require the use of any medication and it is 
simple to administer. 

REST drew the author's attention when he 
observed how successful the technique was in helping 
people give up smoking. Individuals not only gave up 
smoking, they also gave up some of their negative 
attitudes. : - 

REST is a sımple technique. It is harmless, and 
cheaper than many of the non-drug therapies avail- 
able today. Itis capable of inducing deep relaxation in 
a shorter time-span than meditation. It can be used as 
an adjunct to psychotherapy. The author hopes that 
medical practitioners, psychiatrists and others will 
give some serious attention to this unique therapeutic 
tool. i 
Fme, T. H. & Turner, J. W Jr. (1982) The effect of brief restricted 

environmental stimulation therapy in the treatment of essential 

hypertension. Behaviour Research Therapy, 20, 567. 
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Is oncogene activity involved in the alcohol withdrawal 
syndrome? 


Sm: In the single episode paradigm for alcohol intoxi- 
cation and withdrawal there is a symmetrical relation- 
ship between severity and duration of intoxication on 
one side and the degree of physical dependence (the 
withdrawal reaction) on the other (Majchrowicz, 
1975). Accordingly, the adaptation-rebound hyper- 
activity concept has been the main lead in investi- 
gations of alcohol withdrawal reactions (Kalant et al, 
1971). In clinical reality, however, withdrawal reac- 
tions progress from physical withdrawal to overt 
psychosis and seizures during a 5-15 year period 
(Ballenger & Post, 1978), and this progressive nature 
of the neuroexcitatory state of alcohol withdrawal 
has been confirmed in animals. This seriously chal- 
lenges the adaptation-hyperreactivity concept as an 
exhaustive theory for alcohol withdrawal. Also the 
insufficiency of that concept is highlighted by the 
fact that none of the changes in CNS-modulatory 
systems or mechanisms so far investigated (inhibitory 
and excitatory neurotransmitters, neuroreceptors, 
enzyme activity, energy metabolism, membrane 
phospholipid configuration or synaptic structure) are 
able to explain a long standing non-structural, inex- 
tinguishable hyperreactivity that remains unaffected 
by intervals of non-intoxication and non-withdrawal 
(Lipowski, 1990). Currently, a specific hypothesis 1s 
needed to explain how CNS-hyperreactivity can pro- 
gress in extension and severity over long time periods 
without leaving circumscribed structural lesions. 
How does the alcoholic brain ‘remember’ that it has 
an altered capacity to express excitation? Logically, 
this can be explained by an aberration of genome 
expression. In mature neurons of the CNS, onco- 
genes cannot express themselves by mitogenous 
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effects. Asa working hypothesis the long-term aggra- 
vation of the alcohol withdrawal response in the 
CNS is a non-mitogenic expression of oncogene 
activity ın the neurons elicited by recurrent intoxi- 
cation and/or withdrawal episodes. At the biochemi- 
callevel, such a hypothesis may again receive support 
from reports indicating that oncogenes .n normal 
neurons modulate several basic physiological pro- 
cesses essential to neuroexcitability and including 
receptors, neuropeptides, neurotransmutters, cellular 
second-messenger systems and calcium metabolism 
(Leach, 1991). 

According to this hypothesis, the fully developed 
alcohol withdrawal syndrome is not an expression 
of physical dependence per se, but the result of an 
aberrant encoding of neuronal ‘memory for excit- 
ability’ extended gradually throughout lerge popu- 
lations of neurons. Such an extended ‘neuronal con- 
version’ to a deviant potential for excitation/synaptic 
efficacy may come about by the activation of some of 
the basic mechanisms that determine differentiation 
and extension of neuroexcitatory characteristics in 
functional systems of the brain. 

This theory is open to investigation both in man 
and in experimental animals when coupling regional 
measurements of oncogene activity with cognitive/ 
behavioural testing. 
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Politically motivated suicides 


Sm: Among various types of suicide d2scribed by 
Durkheim (1952) anomic is the one closly related to 
the political state of the country. In India, dowry- 
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related self-immolations have been well known (Rao 
et al, 1989). In their sample of 100 female burns cases, 
they reported that the age group of their subjects was 
15-40 and the common causes of suicide by burns 
included marital problems and interpersonal diffi- 
culties with other family members. Contrary to other 
reports, only 16% of their sample showed evidence of 
psychiatric disorders. The ratio of attempters to 
completers by this method was 1:23—a reversal of 
the one noticed in other reports. Burns have largely 
been reported from younger females. 

On a recent visit to India, I was able to observe the 
media reports of suicide. Following the declaration 
by the then Prime Minister to reserve an increased 
proportion of jobs for the lower castes, the students, 
frightened of not being able to get jobs, took to the 
streets. On 19 September 1990, a 20-year-old male 
student set himself on fire in the presence of mass 
media. Tempers were running high because even 
after a nine-day hunger strike (another very Indian 
political tool) the students believed their cause had 
not received adequate attention. In frustration, the 
students came up with the idea of self-immolation. 
The night before, this student called home to say “we 
are staging a drama" (Kalra, 1990). This incident 
made the front page of every newspaper and set off a 
chain reaction of unprecedented self-immolation 
attempts. In addition, students took overdoses, cut 
their throats and ingested pesticide. 

During one week, 55 suicides and 23 suicide 
attempts were reported. Of these, 46 were males The 
commonest method was self-immolation, in 31 cases, 
followed by overdoses in 29, and hanging in four 
cases. The age range was from 12 to 28. However, one 
68-year-old man killed himself in sympathy with the 
youngsters, At least one 14-year-old female alleged 
that she had been set on fire, but the police later 
withdrew this claim. 

Suicide by self-immolation is often one way of 
political protest. This method of suicide has been 
reported from India. However, this was the first epi- 
demic of suicide which involved men and public self- 
immolation. The suicide notes that were reported in 
the press often blamed the Prime Minister and the 
authorities. This rash of ‘suicides does not represent 
any psychiatric pattern but more of a socio-political 
one. It could be argued that the series is a conse- 
quence of the state of anomie in the country reflect- 
ing a political decision taken by the Prime Minister 
without consultation with a broader population. A 
private act of suicide was thus turned into a public 
one. At least one student reportedly asked whether 
she had appeared on the TV or not. In spite of the 
psychiatrists’ appeal to the media to dampen their 
coverage in order to dissuade others from killing 
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themselves there was no let up until early November 
when other major political events took over the front 
pages. The first attempter's initial plans for a mock 
self-immolation had gone awry (Kalra, 1990). It 
would appear that this attempt was an outlet for 
suppressed frustration and anger where the perpe- 
trator chose the easiest and the most dramatic course 
of action to resolve his problems of identity by 
making a bid for glorious freedom (Kumar, 1990). 
Some of the subsequent suicides may have been 
purely for personal reasons but the media coverage 
and the political context may have offered them a 
way out by sanctification. 
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NMS and genetic drug oxidation 


Sm: Our recent paper (Otani et al, Journal, June 
1991, 158, 850-853) of the familial occurrence of 
NMS suggests that the predisposition to this syn- 
drome may be related to a genetic factor. Meanwhile, 
the genetically determined oxidation polymorphism 
is involved in the metabolism of halopendol (Gram 
et al, 1989) and perphenazine (Dahl-Puustinen et al, 
1989) 1s related to the debrisoquine/sparteine/ 
metoprolol-type polymorphism, whereas that of 
diazepam 1s dependent on the mephenytoin poly- 
morphism (Bertilsson ef al, 1989). Therefore, we 
studied whether patients developing NMS would 
show an impaired drug oxidation capacity (i.e. poor 
metaboliser status). 

The subjects were five patients with NMS. Patient 
1 was the mother, and patient 2 was the elder 
daughter described in our recent report. Patient 3 
(68-year-old female), patient 4 (20-year-old female), 
and patient 5 (63-year-old male) were unrelated by 
lineage and birth. Patients 1, 3 and 4 developed two 
episodes. At the onset of the first episode of patient 3, 
serum haloperidol level was 16 ng/ml (daily dose 
10 mg), and at the second episode of patient 4, serum 
zotepine level was 9 ng/ml (daily dose 40 mg). The 
assessment of oxidation capacity (i.e., phenotyping 
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test) by metoprolol tartrate (100 mg) and racemic 
mephenytoin (100 mg), which are metabolised by 
two independently different P-450 isozymes (Horai 
et al, 1989), was conducted after recovery from 
NMS, with their consent. At the time of the pheno- 
typing test, all but patient 2 were taking one or two 
benzodiazepines such as alprazolam, diazepam, 
flunitrazepam, and nitrazepam, and patient ] was 
also taking zotepine. The phenotyping procedure 
was similar to that in our previous study (Horai et al, 
1989), except that the two test drugs were adminis- 
tered simultaneously. Oxidation capacities of meto- 
prolol and mephenytoin were expressed by the 
log, urinary metoprolol/a-hydroxymetoprolol ratio 
(log, metabolic ratio (MR)) and the log, percentage 
of urinary excretion of 4-hydroxymephenytoin per 
the dose administered as racemate mephenytoin 
(log,,4-HM*^ of dose), respectively. Their pheno- 
typing test values (log; MR and log,,4-HM% of 
dose) were as follows: —0.240 and 1.26 in patient 1, 
— 0.323 and 1.21 in patient 2, —0.210 and 1.04 in 
patient 3, —0.991 and 1.20 in patient 4, and 0.238 
and 1.41 in patient 5. 

Contrary to our hypothetical expectation, all the 
cases showed a normal oxidation capacity (extensive 
metaboliser status) of both the test drugs according 
to the phenotyping criteria used in our previous 
Japanese population study (Horai et al, 1989). One 
may wonder if the phenotypic expression in four of 
the five cases might have been modified by the poss- 
ible drug interactions, because they were taking a 
neuroleptic and/or benzodiazepines when pheno- 
typed. However, if this were the case, the oxidation 
status should have changed from an extensive to 
poor metaboliser phenotype. Serum levels of neuro- 
leptics measured at the onset of NMS were not toxic 
in the two patients; the haloperidol level in patient 3 
was within the therapeutic window proposed by 
Santos et al (1989). The zotepine level in patient 4 was 
within the range similar to the previously reported 21 
patients (i.e. 5-317 ng/ml) without developing any 
significant side effects including NMS. Therefore, 
this report suggests that the development of NMS 
appears to be ascribable neither to a genetically 
determined impaired drug oxidation nor to a toxic 
neuroleptic level. 
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Journal, May 1991, 158, 603 (column 1, under Thc 


..." should read: “Last year it agreed to contribute 


ESF Programme on the Molecular Neurobiology of — £40K p.a. to the total of £1m for the five years of the 


Mental Illness). The sentence beginning “Last year 


programme. This supports co-ordination . . .”. 


A HUNDRED YEARS AGO 


Influence of Surroundings in Producing Insanity 

In the last number of the Journal of Mental Science 
Dr Savage discusses this question, and begias by pro- 
testing against the acceptance of what is a too widely 
spread notion — viz., that nearly all insanity is the 
outcome of direct neurotic inheritance. Theinfluence 
of heredity is not denied or minimised, butthe great 
importance of environment is insisted upon. To 
quote the words of the author: “We are what we are 
in mind and body to a great extent as organic results 
of our forefathers, but that we are no longer naked 
savages is some evidence that progress and develop- 
ment in the individual and the race may take place as 
the result of changing surroundings” Therecan be no 
two opinions as to the encouragement to be got from 
such a view. A too great insistence upon heredity as 


the determining cause of insanity must land us in a 
hopeless pessimism as regards treatment, whereas a 
recognition of the influence of surroundingsis the first 
step towards the construction of a reasonable and 
efficacious system of therapeutics. The author also 
cites many examples of hallucinations and delusions 
which are suggested by surroundings; and whilst all 
will not be inclined to accept his dictum that disorder 
of function may lead to disease of tissue, there will be 
few who will not share his opinion as to the efficacy of 
restful, pleasant surroundings in the treatment of 
mental disorder as compared with the virtues of 
“medicine out of a bottle”. 
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Reading About... 


Sex Therapy 


The first scientist to confront society with the central 
role of sex in human development was Freud. His 
method, the detailed and in depth analysis of the 
childhood experiences of a handful of upper class 
Viennese women, may be suspect by today’s stan- 
dard of scientific inquiry. It was, however, the first 
systematic attempt to study an area of human behav- 
iour which was wrapped in mystery, prejudice and 
fear. His crucial and most controversial book, Three 
Essays on the Sexual Theory, was published in 1905 
and branded at the time as an obscene book. A dis- 
claimer from the publisher was attached to the 
English translation of this book which read: “The 
sale of this book is limited to Members of the 
Medical, Scholastic, Legal and Clerical professions". 
If read together with Freud’s earlier book, The 
Interpretation of Dreams (1899), these two books give 


the distinct impression that Freud did discover the: 


problem of sexual abuse. 

Freud’s patients, all of whom were presenting with 
what we now diagnose as a neurotic or borderline 
state, gave him a history of being subjected to sexual 
abuse as children. His immediate reaction was dis- 
belief, and his immediate explanation was that his 
patients were lying to him. It was only when he 
started recalling his own childhood experiences dur- 
ing self-analysis and observed his own children, that 
he believed that these memories were true. He did not 
have the courage, or maybe the foolishness, to admit 
to that. He explained these experiences not as real 
traumatic events which his patients feared but as fan- 
tasies which they desired. One wonders what would 
have happened if Freud had confronted society with 
his real findings. His shocking discovery could have 
cither alerted people to the serious problem of child 
sex abuse, and something could have been done to 
deal with it, or his work could have been brutally 
suppressed and never been published. Freud, perhaps 
wisely, did not want to take the gamble. - 

At about the same time, the British physician, 
Havelock Ellis started publishing his Studies m the 
Psychology of Sex, in seven volumes between 1896 
and 1928. This remarkable series of books was de- 
scribed by their author as the first book in English to 
set forth the earliest results reached by Freud (Ellis, 


1915). The first volume on Sexual Inversion was 
banned in England as an obscene publication. How- 
ever, before Ellis died at the age of 80, in 1939, his 
work was widely accepted and respected. He comed 
many terms which we still widely use like ‘narcissism’ 
and 'auto-eroticism'. He believed that sex is an art 
and that there is no such thing as a 'frigid' woman, 
but there is a clumsy male partner. 

A German Contemporary, Krafft-Ebing, studied 
sexual variations, coined the terms 'sadism' and 
‘masochism’ and wrote the first scientific book on 
unusual sexual behaviour. His book Psychopathia 
Sexualis, first published in German in 1886, was writ- 
ten 1n a language which ensured that only doctors 
could read it. It is by far the most comprehensive 
collection of case studies of abnormal sexual behav- 
iour ever published. Krafft-Ebing spent most of his 
life updating, expanding and adding to his book. He 
published its 12th edition just before he died in 1902. 
Even today, reading Psychopathia Sexualis is an 
intriguing experience. 

However, the work of these early pioneers was 
never subjected to the rigors of scientific testing until 
Kinsey started his research into sexual behaviour 
of men and women. As a zoologist who collected, 
measured and classified the largest ever sample of 
gall-wasp, two to four million of them, he was 
shocked to discover that there were no statistical 
studies of sexual behaviour and response in people, 
when there was so much known about one species 
of wasps. He gave up his gall-wasp collection and 
devoted the rest of his life to collecting and analysing 
statistical information about the sexual behaviour of 
over ten thousand ordinary men and women Eleven 
years of dedicated and painstaking work, with an 
excellent team of equally dedicated assistants like 
Martin, Pomeroy and Gebbard, resulted in two land- 
mark publications. The first report, Sexual Behaviour 
in the Human Male was published in 1948, followed 
five years later by the second report, Sexual Behav- 
lour in the Human Female (1953). Although the two 
books were published as scientific 'reports', they were 
both best-sellers for many years. The reports caused 
an uproar, they shocked and startled many people, 
including professionals, and were attacked by many 
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Scholars, but they also cleared many myths, broke 
many taboos, and dispelled many fantesies about 
sexuality. Although non-biased criticism of the re- 
ports pointed out some problems in the sampling 
methods for the studied population, it is remarkable 
that repeated attempts to replicate the study using 
more scientifically sound sampling, like the recent 
study by Wyatt et al (1988), came up with almost 
identical findings and very close figures (Guirguis, 
1988a). 

The publication of these two reports, the popu- 
larity they enjoyed, and the healthy debate they 
stimulated, paved the way for the later putlication of 
Masters & Johnson's (1970) work and set the scene 
for further acceptance of sex therapy as a science. 


The new sex therapy 


Sex therapy as practised now is often dated back to 
1970, the year Masters & Johnson published their 
landmark book, Human Sexual Inadequacy. How- 
ever, the book draws on many isolated efforts by 
ingenious and inventive clinicians. The whole essence 
of Masters & Johnson's approach to sex therapy 1s 
best summarised by an 18th century account by the 
British physician Sir John Hunter in 1786. He treated 
erectile failure by advising the man to abstain from 
intercourse for six nights and to overcome the fear of 
failure by trying to lose his erections (cited in Hunter 
& McAlpine, 1963). Von Schrenck-Notzig (1895), 
considered sexual problems as “faulty habits” which 
could be corrected by “suggestion” and “education”, 
using prostitutes as experts on sexuality. At almost 
the same time, Moll & Charcot (cited by Bancroft, 
1974) advocated direct behavioural] interventions to 
deal with sexual problems. 

More recently, Wolpe (1958) described the role of 
performance anxiety in sexual problems ard used in 
vivo systematic desensitisation to reduce it Schultz 
(1951) advocated the use of progressive relaxation 
8s a practical step-by-step approach to treat sexual 
dysfunctions. Even the more specific techniques like 
the 'stop-start' for controlling premature ejaculation 
was described by Semans in 1956 and the use of 
graded vaginal dilators for the treatment of vagin- 
ismus was described by Walthard in 1909. Self- 
stimulation techniques for unresponsive women 
were first described by Hastings in 1967. The thera- 
peutic value of banning intercourse and the effect 
it has on easing pressures were recognised by Frank 
1n 1948, more than twenty years before Masters & 
Johnson published their work. Involving the partner 
in therapy was suggested by Gutheil in 1959 and 
using a co-therapy team was advocated by Reding & 
Ennis ın 1964. 


READING ABOUT 


The contribution of Masters & Johnson to sex 
therapy should not, however, be underestimated 
(Guirguis, 1991). Their work stands out as a land- 
mark because it puts these fragments of clinical 
experiences and isolated therapeutic measures into a 
comprehensive programme of treatment. It is based 
on an extensive physiological study of human sexual 
response and a relatively large sample of 510 couples 
treated over a period of ten years between 1959 
and 1969. Although criticism was levelled at their 
research methods, notably by Zilbergeld & Evans 
(1980), Masters & Johnson published the first serious 
outcome and long-term follow-up study in the liter- 
ature. The problem with the two major publications 
of Masters & Johnson- Human Sexual Response 
(1966) and Human Sexual Inadequacy (1970) — is that 
they are unreadable. The most dedicated reader will 
give up after a few pages, as they never used a simple 
word where a complicated one would do (Trimmer, 
1989). That is why other people had to write books to 
explain what these two books were trying to say, an 
almost English to English translation. Most people 
knew about Masters & Johnson's work from reading 
a small paperback (Belliveau & Richter, 1971). 


The post-Masters & Johnson era 


In spite of the huge impact Masters & Johnson's 
work had on sex therapy, it became clear that sex 
therapy as practised by them was not practical for 
those working in a different clinical setting. The 
following two decades witnessed a number of modi- 
fications of the original version. For a detailed 
account of these modifications read Guirguis (1991). 
Arentewicz & Schmidt spent seven years between 
1972 and 1979 designing and evaluating an econ- 
omic form of therapy which is accessible to all 
social classes on an out-patient basis (Arentewicz & 
Schmidt, 1983). 

Their main conclusion was that sex therapy is most 
effective when it is integrated into a total programme 
of psychotherapy for neurotic conflicts in the individ- 
uals and for the problem in the relationship, and not 
restricted to the sexual dysfunction. The most signifi- 
cant single contribution to this era is no doubt that of 
Helen Kaplan. She made the first attempt to integrate 
behavioural techniques with psychodynamic psycho- 
therapy. She divided the causes of sexual problems 
into superficial and deep causes and proposed a treat- 
ment approach which moves freely between these two 
seemingly opposed approaches, psychodynamic and 
behavioural therapy, according to the level at which 
the therapy meets resistance. Her first book The New 
Sex Therapy (1974) is the most widely quoted book in 
sex therapy after Masters & Johnson’s. Her second 
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book (1979) dealt with the disorders of sexual desire, 
an area largely ignored by Masters & Johnson. Her 
book on assessment (1983) is a remarkable example 
of an integrated model of assessment which incorpor- 
ates the physical and psychological factors and takes 
account ofboth the superficial and deep psychological 
factors. Her book on sexual phobia (1987) is an im- 
portant book but it does not enjoy the same publicity 
as her other books, because “sexual phobia” as a 
diagnostic entity is not yet widely accepted (Guirguis, 
1984). Her latest book on premature ‘ejaculation 
(Kaplan, 1989) is a small but very practical book. 
Although it 1s written for professionals it could also 
be used as a self-help book by patients. 

Another major development is the appreciation of 
the cognitive aspect of sexual problems, and incor- 
porating cognitive restructuring techniques into sex 
therapy. These include challenging dogma, clearing 
myths, correcting false knowledge, changing con- 
cepts, and modifying attitudes and expectations 
(Guirguis, 1988a,5, 1991). Albert Ellis, alleged to 
be the son of Havelock Ellis, is well known for his 
rational emotive therapy. His contribution to liber- 
ated thinking about sexuality and his emphasis on 
the cognitive aspect of sex therapy is not fully ap- 
preciated. A list of 27 of his works in this area appear 
at the end of one of his recent papers (Ellis, 1990). 


The last decade 


The last ten years have witnessed an explosion in sex 
therapy clinics and sex therapy literature. Readers 
are now spoilt for choice. When John Bancroft wrote 
the second edition of his book, Human Sexuality and 
its Problems (1989) he had to re-write the first edition 
and doubleit in size to reflect the rapid progress in the 
six-year gap between the two editions. Single author 
books have the advantage of being coherent and 
concise. For the theoretical and research background 
of sex therapy, Bancroft's book (1989) cannot be 
rivalled. For the practice of sex therapy Kaplan's 
books (1974, 1979) from the USA, and Keith 
Hawton's practical guide (1985) from Oxford, are 
the best. For sex therapy in groups Gillan's manual 
(1987) gives a clear practical account. Many edited, 
multi-author books, are also available. They have the 
advantage of a multidisciphnary approach and col- 
lecting the views of experts in their respective fields. 
They lack the unity and coherence, and unless very 
well edited, may have areas of overlap, repetition, 
and even contradictory views. The BMJ collected a 
series of articles which were published in 1981 in a 
small but useful book (British Medical Journal, 
1982). Another collection of articles is Crown & 
d’Ardenne’s Symposium on Sexual Dysfunctions 
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(1982). The successful and popular series of edited 
books Psychotherapy in Britain, includes chapters on 
Sex Therapy in some volumes (Hooper & Dryden, 
1991). A whole volume in this series is devoted to sex 
therapy in Britain (Cole & Dryden, 1988). For the 
psychodynamic approach to sex therapy and therapy 
with special groups, Crown’s edited book (1976) is 
still valuable fifteen years on. 

From the US come two important edited books: 
Handbook of Sex Therapy (Lo Piccolo & Lo Piccolo, 
1978) and Principles and Practice of Sex Therapy 
(Leiblum & Pervin, 1980), in spite of their relatively 
old dates of publication. Sex therapy in Europe is 
almost unknown to the English-speaking therapist, 
as very few books on the subject are translated. Tom 
Todd translated from German an edited book by 
Arentewicz & Schmidt (1983), which describes their 
own integrated model of therapy. Two recent books 
from Britain describe a similar integrated model 
(Crowe & Ridley, 1990; Hooper & Dryden, 1991). 

Specialised journals are also growing fast. The first 
ever scientific journal of sexual pathology was pub- 
lished by Magnus Hirschfeld in 1899. Most of the 
current journals are published in the US. The best 
and most established is The Journal of Sex Research, 
published since 1965 by the Society for the Scientific 
Study of Sex, four times a year. Equally good, more 
academic but less practical is the Archives of Sexual 
Behaviour, published since 1971 by Plenum Press 
for the International Academy of Sex Research, six 
times a year. Helen Kaplan edits her own journal, 
which is very much influenced by her own model. 
The Journal of Sex & Marital Therapy, is published 
quarterly by Brunner/Mazel, New York. The most 
recent and most promising addition is the Journal of 
Psychology & Human Sexuality, published twice a 
year by the Haworth Press. It emphasises the psycho- 
logical perspective of sex therapy and research. 
From Britain, the only journal still in publication is 
Sexual and Marital Therapy, published since 1985 by 
Carfax for the Association of Sexual and Marital 
Therapists. The journal is now published three times 
a year and presents leading articles, reviews, original 
research, critical reviews of literature and of books 
on sexual and marital therapy. Another British pub- 
lication, The British Journal of Sexual Medicine, is 
sadly missed by many readers since its publication 
was suspended temporarily in 1990 after 17 years of 
publication. Recent back issues are still full of very 
useful and practical review articles. 


Conclusion 


After many years of suppression there 1s now a 
rebound explosion of books and journals on sex 
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therapy. The problem facing readers on sex therapy 
is not so much what to read but what is worth read- 
ing. I am often asked by colleagues how to start a 
small, limited budget library of books and journals 
on sex therapy. My advice is to acquire one text 
book, Bancroft (1989) and four of Kaplan's books: 
two on therapy (1974, 1979), one on assessment 
(1983), and most important is her illustrated manual 
(1976). For practical reading, more relevan: to prac- 
tice in Britain, read Hawton's Guide (1985) and 
Gillan's Manual (1987). Two or three of the follow- 
ing multi-author books are also worth keeping: 
British Medical Journal (1982), Leiblum & Pervin 
(1980), Cole & Dryden (1988), Arentewicz & Schmidt 
(1983) and Hooper & Dryden (1991). 

If you still have some money left, subscribe to 
Sexual and Marital Therapy, and read its Literature 
Update section for the latest significant papers and 
its Book Review section for the latest books. 
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Biological Rhythms in Clinical Practice. Edited by J. 
ARENDT, D. S. Minors and J. M. WATERHOUSE. 
Guildford: Butterworth Scientific Ltd. 1989. 299 pp. 
£48.00. 


This book provides 8 very readable account of the appli- 
cations of the science of chronobiology to clinical medi- 
cine. As is pointed out in a concluding chapter, teaching 
devoted to chronobiology in medical schools worldwide 
is either minimal or non-existent. The authors of the 
individual chapters make a strong case that this situ- 


ation must change. A particularly convincing case for: 


the importance of time of day in clinical practice is made 
in relation to drug treatment. It is clearly shown that 
the pharmacokinetics and the pharmacodynamics of a 
variety of drugs are considerably altered depending on 


the time of administration. Evidence is presented that' 


knowledge about these time effects can reduce side 
effects of drugs and increase compliance. Evidence in 
several chapters shows that the pharmacological 
response and therapeutic outcome from drugs vary 
with the time of day and that not all of this is due to 
pharmacokinetic factors. This phenomenon is given the 
rather quaint name of 'chronergy'. Most of the evidence 
for these effects comes from respiratory medicine and 
oncology and it is clear that there is a great need for 
similar carefully conducted studies in psychiatric prac- 
tice. Such investigations may lead to greater compliance 
and better responses even to our present rather limited 
range of therapies. 

Four of the chapters are devoted to neuroscientific 
topics. There is a carefully argued contribution from 
Checkley in which he discusses only those studies carried 
out with rigorous methods. The importance of rhyth- 
micity in depression is emphasised but hisconclusion that 
this is probably a secondary phenomenon, while dis- 
appointing some, will surprise only a few. Thechapter on 


circadian rhythms and brain neurotransmitters was a: 


disappointment as, for some unaccountable reason, it 
focused on the role of dietary manipulation. Thischapter 
and the book as a whole also lacked any discussion of 
the generation of circadian rhythms and this was a 
disappointment even in a book focusing on clinical 
issues. 

A fascinating chapter by Minors and Waterhouse 
dealt with such problems as ‘jet lag’, problems associ- 
ated with shift work and such mundane issues as 
"Monday morning blues' and the role of naps. There was 


some useful advice on the management of illness in 
shiftworkers but unfortunately nothing on the manage- 
ment of depression in such people, which can often be a 
difficult clinical problem. Coincidentally I always 
thought that I was an ‘evening type’ but having read 
this book I now fear I have the “Delayed Sleep Phase 
Syndrome"! 

I would recommend this book to any researcher con- 
sidering measuring just about any variable in patients 
and controls. Even dipping into the chapters on 
*chronopharmacology' will convince most that biologi- 
cal rhythms in clinical practice has been a neglected area 
for too long. 


I. N. FERRIER, Professor of Psychiatry, University of 
Newcastle upon Tyne 


Chronopharmacology, Cellular and Biochemical Inter- 
actions. Edited by BIORN LEMMER. New York: Marcel 
Dekker Inc. 1990. 744 pp. $180.00. 


Reports of studies of biological rhythms ın health and 
disease first appeared in the eighteenth century In psy- 
chiatry, the focus of study has been the rhythmic nature 
of affective disorders. Studies have shown that sleep- 
wakefulness and hormonal rhythms are phase- 
advanced, and drugs such as impramme and lithium 
cause a delay in these rhythms. Chronopharmacology is 
the study of the time-dependent effects of drugs, their 
therapeutic efficacy, toxicity and their temporal modes 
of action. This large text brings together recent develop- 
ments in chronopharmacology: new data, mechanisms 
of actión and priorities for further research. 

The book falls into eight main sections. The first 
three chapters deal with chronopharmacokinetics. The 
following seven chapters centre on topics of evaluation 
of chronopharmacological data in asthma and allergic 
diseases, psychotropic drugs, pharmacological as well as 
non-pharmacological treatment of affective disorders 
including phototherapy, drug treatment of cancer, 
hypertension and chronic heart disease, use of non- 
steroidal anti-inflammatory drugs, glucose regulation in 
diabetes mellitus and drug treatment with H2-blockers, 
and toxicological and embryo-toxic aspects of drug 
therapy. The CNS section comprises eight chapters 
on the chronopharmacology of neuroleptics, anti- 
depressants, lithium, benzodiazepines complemented 
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by chapters on chronobiological aspects of putative 
mechanisms of serotonergic and beta-adrenergic 
systems, and the higher regulatory mechanisms. 

There is an interesting chapter on studies in humans, 
with some illuminating preliminary results for rational 
prescribing: the most effective time of administration of 
chlorpromazine for achieving antipsychotic effect is in 
the morning while its toxicity is greatest when adminis- 
tered at bed time, the pharmacokinetics of diazepam 
and amitriptylne are markedly different between 
morning and evening administration, and anticholiner- 
gic effects of amitriptyline are most prominent when 
administered in the morning in association with more 
rapid absorption. 

This book should appeal to neuroscientists and 
clinicians with academic interest in psychopharma- 
cology. It is of little value to trainees and practising 
psychiatrists since the state of knowledge of this area is 
not such that ıt could inform therapeutic practice. 


M. T. ABOU-SALEN, Senior Lecturer, University 
Department of Psychiatry, Royal Liverpool Hospital 


Detection and Treatment of Early Breast Cancer. By [AN 
S. FENTIMAN. London: Martin Dunitz. 1990. 280 pp. 
£49 95. 


Iopened this book with the preconception that the day 
of single author postgraduate texts on all aspects of 
breast cancer was long gone; I finished the book with a 
firmer conviction. However, between the first and last 
pages, I enjoyed a good light read on most aspects of a 
vast subject. 

The problems the author faces are exemplified in the 
non-surgical chapters; aetiology, radiology, adjuvant 
therapy. The section on mammography, for example, 
comprising two pages and two figures (neither magni- 
fied views and difficult to see), is appalling coverage of 
this aspect of diagnosis, particularly in a book with “The 
detection of...” inits title. Similarly, stereotactic needle 
localisation hardly “‘scratches the skin”. 

The subjects that are Mr Fentiman’s specialist field 
receive good postgraduate-level coverage but are Guy’s 
orientated (conservation approach) and somewhat 
biased (‘would strongly suggest the major activity of 
CMF is to induce ovarian ablation”, “total mastectomy 
is a totally inadequate procedure for both local treat- 
ment and prognostic staging"), or eclectic (“‘no relation- 
ship between neu and axillary node status or steroid 
receptor content”). 

Chapter 8, on psychological strategies is said in the 
advertising literature to be a guest chepter by a 
researcher in psycho-oncology, but the only -eference to 
this 1n the book is an acknowledgement, within a sen- 
tence in the preface, to an Amanda Ramirez. As a non- 
specialist in this area, I may not have fully understood 
some aspects but overall I did not find much new or 
helpful here. 


BOOK REVIEWS 


The style of the book is certainly to allow easy reading 
with general-reader-friendly jargon (on C21 steroids: 
“of the gang of ovanan steroids” and on oncogenes: 
“hijacked DNA from a prior host”). It is a pity that the 
TNM and Roman numerical (ex-Mancurian) staging 
systems are mixed. 

Overall, the book is a useful overview of breast cancer 
from presentation to management but I would have 
thought the publishers should target nursing staff and 
new recruits to breast clinics and breast counselling as 
those who would wish to have such a book on their 
shelves. 


P. N. PLOWMAN, Consultant Radiotherapist, 
St Bartholomew's Hospital, London EC1A 7BE 


ESO Monographs: Psychosocial Aspects of Oncology. 
Edited by J. C. HOLLAND and R. ZITTOUN. Berlin: 
Springer-Verlag. 1990. 142 pp. DM82.00. 


This book is one of a series of monographs produced by 
the European School of Oncology which aims to pro- 
vide a 'state of the art' review of a cancer-related topic. It 
is a compilation of chapters written by American and 
European experts about psychosocial issues in on- 
cology, and it provides a comprehensive but not ex- 
haustive overview of its subject matter. As such, it 15 a 
valuable introduction to the field of psychosocial- 
oncology, and there is a good bibliography to encourage 
further reading. 

The opening chapter describes how medical and lay 
attitudes have evolved from evasiveness and avoidance 
30 years ago, to open discussion of cancer and its treat- 
ment today. One of the consequences of these changes 
(at least 1n the USA) is that patients are seeking an 
increased role in medical decision making. In a fascinat- 
ing chapter the author analyses the advantages and dis- 
advantages to the patient of participating in complex 
treatment decisions. The ethical issues raised by involv- 
ing children, adolescents (who often make decisions on 
the basis of rejection of authority), the elderly and the 
incompetent patient, are also discussed. 

An increasingly mportant area in oncology, dis- 
cussed here, is that of informed consent for randomised 
clinical trials of anti-cancer drugs. How much infor- 
mation should clinicians give without confusing the 
patient, frightening him or removing hope? Can a 
patient ever be truly informed? How does patient pref- 
erence and participation fit in with the concept of ran- 
domisation? The importance of including quality of life 
measurements in all clinical trials is rightly emphasised 
in this chapter 

The ‘how to do it’ chapters on the psychosocial as- 
pects of patient care are excellent Useful interventions 
are suggested for dealing with survival uncertainty, col- 
lusion among relatives, body image problems etc. The 
diagnosis and management of psychiatric sequelae are 
also well-covered, although there is heavy emphasis on 
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pharmacological and behavioural strategies to the 
exclusion of psychotherapeutic approaches. 

Contentious issues such as suicide and euthanasia in 
the terminally ill are treated objectively, although this 
chapter raises more questions than it answers. On the 
subject of unorthodox treatments, the author wisely re- 
sists the temptation to criticise and instead focuses on 
what we in the medical profession can learn from them. 

This book represents an attempt to standardise and 
unify concepts in psychosocial oncology internationally 
and thus ultimately improve patient care. More asser- 
tive editing would have reduced a degree of overlap and 
protraction and sharpened those chapters where 
English was not the author's first language. Despite 
these quibbles it is to be hoped that the book will receive 
a wide, multi-disciplinary readership. 


Mary Copy, ICRF Clinical Research Fellow, Depts of 
Medical Oncology and Psychological Medicine, St 
Bartholomew's and Homerton Hospitals, ‘London 


Theories of Object Relations: Bridges to Self Psychology. 
By HowaARD BACAL and KENNETH NEWMAN. New 
York. Columbia University Press. 1990. 299 pp. 
$43.50. 


Amid the plethora of publications on object relations 
and self-psychology, this book stands out as a refresh- 
ing, stimulating and lucid masterpiece of teaching, from 
the reading of which, I, personally, learned a great deal. 

The authors have undertaken a systematic critical, 
comparative analysis linking the work of the major 
American and British contributors to object-relations 
theory. Beginning with an interesting recognition of the 
work of Ian Suttie, they describe his rejection of the 
centrality of instinct in psychoanalytic theory, which 
leads him to view anger and rage as attempts to elicit a 
response from an object, rather than the result of 
frustration of desires. 

These object-relational or interactive phenomena 
which constitute the central experience that affects the 
sense of self, are further elaborated in an excellent 
appraisal of the work of Harry Stack Sullivan who anti- 
cipated Kohut, as indeed do all these analysts in differ- 
ent ways, by placing the conflict between instinctual 
drives and superego secondary to the maintenance of 
self esteem. Harry Stack Sullivan linked problems with 
object relations, via the mechanism of ‘selective in- 
attention' to the formation of an illusory sense of self 
which functions to attain parental approval. This natur- 
ally leads to the work of Winnicott which is also 
thoughtfully appraised, along with that of his associates 
Fairbairn and Guntrip; this territory covers the self, 
dreams as depicting the current condition of the self, 
splitting. mechanisms associated with Fairbairn’s re- 
placing of the oedipal conflict by conflict between the 
libidinal and antilibidinal mothers at the root psycho- 
pathology, and the schizoid personality which is later 
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compared with Kohut's narcissistic personality dis- 
order. Unfortunately, missing from this account of 
self-psychology 18 the work of the onginal psychologist 
with a central theory of a self unfolding to meet environ- 
mental objects, namely C. G. Jung. Valuable insights, I 
believe, could be added to the psychoanalytical under- 
standing of the self, self-objects and object-relations 
theory by reference to Jung's theory of an original 
archetypal self, de-integrating and re-integrating via an 
external object as described by Fordham. 

Contemporaneous with Suttie and Sullivan was 
Melanie Klein, of whose work there 1s also an excellent 
overview which recognises that the real object is of 
secondary importance to the internal object made from 
the power of fantasy, and includes discussion of projec- 
tive identification, extending to cover Bion’s ‘attacks on 
linking’, and Meltzer’s concept of ‘containment’, 

Klein’s lack of description of the mother in the 
environment, according to these authors, does not mean 
that the environment and object are not central to her 
theories. Her work is compared to that of Kernberg, 
whom they think has insufficiently assumed a role for 
the analyst as the medium for significant ‘mutative 
change', a term they acknowledge from James Strachey. 

There is also an appreciation of Racker's work and 
that of Balint, of whom they quote that tenderness, not 
passion or eroticism, is the natural expression of love 
on the part of children. This sentiment with its psycho- 
analytic consequences is echoed by Suttie, Ferenczi, and 
others of the object relational, as distinct from the 
biological, school of thought. 

The book culminates in a review of the work of Kohut, 
linking the self, object relations and ‘demoralised’ 
narcissistic disorder, having traced thew origins and 
development in the work of these earlier analysts. 


James ATKINSON, Willow End, Great Shelford, 
Cambridge CB2 5EN 


Mental Health Care Delivery: Innovations, Impediments 
and Implementation. Edited by RoBERT Scorr and 
Isaac Marks. Cambridge: Cambridge University 
Press. 1990. 268 pp. £30:00. 


This book would be useful for any mental health unit. It 
has 18 chapters, broadly grouped as innovations and 
impediments, giving the views of British and American 
experts on current good practice, where we should be 
aiming m the future, and what may stop us getting there 
A particularly elegant chapter by Professor John 
Cooper highlights professional obstacles to community 
care and multidisciplinary teamwork He notes that it 
was government policy in 1965 to close 20 large 
mental hospitals — yet, 26 years later, this has not been 
accomplished. He also makes cogent comments about 
the failure of different mental health professionals — not 
least the doctors — to understand each others’ work. His 
own recent survey, for the World Health Organization, 
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of emergency services in Europe suggests that those in 
Britain are not much worse than those in other 
countries; but that 1s little consolation. 

Achapter by Professor Julian Leff describes the experi- 
ence of maintaining people with long-term psychotic 
illness in community settings that has come with the 
phased closure of Friern Barnet Hospital. Clearly, 
where clinical managers have vision and understanding, 
community care succeeds even for this highly dependent 
group. I was struck by his discussion of care for single 
homeless people m the mner-city population: he 
suggests that admission for several months to stabilise 
their mental and social problems can have longer-term 
benefits in preventing ‘revolving-door’ readmissions. 
One senior clinical psychologist commented recently 
that British acute wards, based on contracts and search- 
ing for physical causes of mental illness, seem reluctant 
to keep patients who are uncooperative—as though 
their mental illness is the reason for discharge from these 
wards. 

Thereis much more to learn from other chapters, and 
the editors have done a fine job in producing a smooth 
text. I would make it obligatory reading for the 
MRCPsych if I were an examiner. 


Mark MCCARTHY, Senior Lecturer in Pubiic Health 
Medicine, University College, London 


Working in Partnership: clinicians and carers in the 
management of longstanding mental illness. By Liz 
Kuipers and PAUL BEBBINGTON. Oxford: Heinemann 
Medical Books. 1990. 172 pp. £12.95 


As a psychiatrist I am uneasily aware of how often in- 
volvement of a patient's relatives in treatment is neg- 
lected. As a friend of people who care for mentally ill 
family members I am constantly reminded of their need 
(frequently unmet) for information, support and guid- 
ance. This admirable book touches on the reasons for 
this dichotomy, but its main aim is to offer practical 
suggestions for co-operation between professionals and 
carers in the treatment of long term mental illness. 

Its approach is based firmly on research studies on the 
social influences, in particular the family's influence on 
the course of psychiatric illness, and on studies which 
report the outcome of interventions. in family inter- 
actions. Strategies of interventions are described with 
the dual aim of helping patients to function as effectively 
as possible in spite of residual disabilities, and of helping 
relatives to understand problems, deal with their own 
feelings, and develop coping mechanisms. Difficulties 
discussed include over-involvement, criticism, emotion- 
al responses, guilt, and unrealistic expectations; and a 
problem-solving approach 1s suggested. A particularly 
valuable chapter deals with practical issues which are 
often raised by relatives, such as apathy and withdrawal, 
poor self-care, embarrassing behaviour, violence, and 
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suicidal threats. The book ends with a short chapter 
entitled **Recapitulation", which summarises the prin- 
ciples discussed earlier—a feature which could be 
uscfully copied by other publications. 

Although the needs of relatives are emphasised, par- 
ticularly in respect of the increased burden resulting 
from the closure of long-stay mental hospital wards, the 
strategies suggested can be equally relevant to the diffi- 
culties for staff of housing organisations. They are 
increasingly being used as carers for patients discharged 
to community accommodation and although dedicated 
and eager to learn, their training 1s often very much ‘on 
the job'. 

Moderately priced, well written and easy to-read, this 
1s an extremely enlightening and helpful book which 
should be read by all those, of whatever discipline, who 
care for people with long term psychiatric illnesses. 


Rumzpbp Toms, Consultant Psychiatrist, Severalls 
Hospital, Colchester 


Psychiatric Medications: A Guide for Mental Health 
Professionals. By KENNETH J. BENDER. London: Sage 
Publications. 1990. 143 pp £11 95. 


The author of this book comes from an unusual back- 
ground which has no equivalent in the UK. He has a 
doctorate in pharmacy, an MA in human behaviour and 
evidently "maintains a psychiatric pharmacy practice 
... as Director of Pharmacy Services for .. . three psy- 
chiatric and substance abuse treatment facilities". It 1s 
written for “nonphysician therapists" and the intro- 
duction by a clinical psychologist, Rebecca Jankovich, 
describes the revolution in attitudes to mental illness 
that has been developing in North America over the past 
two decades. One is relieved to read that "There's 
increasing evidence that mental health problems are 
impacted by biochemical factors, and the suffering from 
these problems can be relieved through medication”! 

The book is written from a self-consciously non- 
medical point of view and the words doctor, patient and 
even, except in the section dealing with addictions, drug, 
are scrupulously avoided and replaced by professional, 
client and medication. While this simply leads to some 
clumsy jargon, there is a more serious difficulty ın pre- 
senting psychopharmacology to other disciplines with- 
out any introductory chapter on neuroscience or 
neuropharmacology and the avoidance of any diagrams 
or structural formulae. With complete reliance on 
verbal explanations one wonders how intelligible the 
following passage would be to psychologists and social 
workers: “A receptor (beta-adrenergic) associated with 
fight-flight arousal may be dampened; another (alpha,- 
adrenergic) responsive to self-stimulatory behaviour 
may be enhanced; while a third (presynaptic alpha,- 
adrenergic) which inhibits neuronal firmmg and 
transmitter release may be moderated . . .' 
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Nevertheless, in spite of some over-simplification 
("antidepressants ... directly counter the neurochemi- 
cal imbalances associated with depression ..."), a few 
inaccuracies (the “slowed speech of akinesia ...” and 
the tendency to equate extrapyramidal symptoms with 
involuntary movements) the book succeeds in covering 
the essential, standard psychopharmacology of anti- 
depressants, anxiolytics and antipsychotics together 
with chapters on the prevention of bipolar affective dis- 
order, the treatment of obsessive-compulsive disorder 
and a section on addictions to alcohol, narcotics and 
central stimulants.: The pages on optimising treatment 
by reducing environmental stress, enhancing com- 
pliance and minimising side effects are also sensible and 
valuable. 

This should be a useful book for non-medical per- 
sonnel, particularly social workers, and especially for 
those involved in the multi-disciplinary management of 
psychiatric patients in the community. 


Davi J. KinG, Reader in Psychopharmacology, 
The Queen’s University of Belfast 


Sex and Psyche: gender and self, viewed cross-culturally. 
By E. JOHN WILLIAMS and L. DEBORAH Best. London:' 
Sage. 1990. 211 pp. £29.50 (hb), £13.95 (pb). 


Like other volumes in Sage’s Cross-Cultural Research 
and Methodology series, this 1s a workmanlike enter- 
prise. Williams and Best and their psychologist collab- 
orators gave questionnaires to 1563 university students, 
in 14 countries concerning their perceptions of gender 
and self. There are two lengthy chapters of introduction 
and a brief final one of discussion. Over half the text is 
taken up with a presentation of findings and altogether 
there are some thirty pages of statistical material. How 
useful is all this questioning and calculation? It should 
yield statements of value between cultures, across cul- 
tures using variables such as religion or stage of econ- 
omic development, and universal statements concerning 
men and women. 

The section presenting results is encouragingly en- 
titled “Discoveries”, but extracting novel conclusions 
from its pages is tough work. Many of its conclusions 
are disappointingly bland, along the lines ‘Women de- 
velop a more positive feeling about themselves when 
more opportunities are available to them." Women do 
see their ideal selves as relatively more masculine; as men 
continue to hold so much of the power this is hardly 
surprising. It is salutary to be reminded that what is true 
of the USA does not necessarily apply worldwide, but 
the value of cross-cultural insights is blunted by the 
crudity of the variables used. 

Despite the authors’. claim that students are more 
alike across cultures than other-samples from a general 
population, the question of how typical they are of wider 
populations is not addressed. Female students, in 
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countries where they are few in number, are likely to be 
not only less like male students but also less like other 
females. 

There is a clear need to develop cross-cultural psy- 
chological research, for a host of good reasons. 
Psychologists will no doubt appreciate this book for its 
methodological rigour and its attempts to grapple with 
large concepts; but those seeking change ona political or 
individual basis may find its insights too qualified or too 
general for useful application. 


BERNARD INEICHEN, Lecturer, Department of Com- 
munity Medicine, Charing Cross and Westminster 
Medical School, London 


A Secret World: Sexuality and the Search for Celibacy. 
By A. W. RICHARD Sipe. New York: Brunner/Mazel. 
1990. 336 pp. US$29:95. 


I well remember as a callow schoolboy being assailed in 
the playground by a classmate with the question, “What 
pleasure has a monk?". He waited not for an answer, but 
with a lewd grin, yelled, “Nun”. It was a brash, juvenile 
joke which depended for its humour on the assumption 
that the brothers and sisters in the service of the Catholic 
church were indeed celibate. But that was sixty or more 
years ago. 

What emerges from this extraordinary and very read- 
able book is that the assumption of celibacy these days 
in either priests or nuns, or both, is no longer tenable. 
For example, the author quotes a report of 1966 by a 
staff member of a large archdiocesan foundhng home 
“ın which six of the residents at one time were nuns, all 
awaiting to deliver. The father in each case was a priest". 

The author, A. W. Richard Sipe, is a Roman Catholic 
priest who has retired from the active ministry, is 
married and now works m Family Therapy at Johns 
Hopkins, Baltimore. For 25 years, between 1960 and 
1985 he investigated the role of celibacy in the priest- 
hood, basing his results on 1500 interviews. The findings 
are as unexpected and revealing as any made in an 
inquiry into human sexuality since Kinsey's report of 
1948. 

That celibacy, however defined, is largely a myth is the 
paramount conclusion. Nor, come to think of it, is this 
in any way surprising taking into account the relentless 
urge of the sexual appetite, as biologically important as 
the appetite for food. Thus, in his subjects, the author 
comes across just about every form of sexual expression 
in the calendar. They range from stable relationships 
with one woman - a marriage without the blessing of the 
Church, in effect - through occasional to regular con- 
sort with prostitutes, to the so-called perversions such as 
paedophilia and transvestism. 

Masturbation is, of course, the commonest admitted 
method for the release of sexual tension, and such is the 
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categorise ıt as abnormal or, even less, sinful. And what 
price nocturnal emissions which are ouiside the con- 
scious control of the subject? How can they be counted 
as offences against the demands of celibacy? 

This is a book of revelations written by a brave man 
who, I suspect, could well incur the wrath of the 
Catholic Hierarchy. However, in the final analysis, all he 
has done 1s to expose, not so much the hypocrisy of the 
Catholic church in the context of the demands of celi- 
bacy made on its priests, but the frailty of men of any 
denomination faced with an irrepressible urge. 


Henry R. ROLLIN, Emeritus Consultant Psychiatrist, 
Horton Hospital, Epsom, Surrey 


Treatment of Mental Illness and Behavioural Disorder in 
the Mentally Retarded. Proceedings of the Inter- 
national Congress, May 3-4, 1990 By ANTON DOSEN, 
ADRIAAN VAN GENNEP and J. GOSEWUN ZWANIKKEN 
The Netherlands: Logon Publications. 1990. 492 pp 
US$59.00. 


This book represents the published Prcceedings of a 
Congress on the Treatment of Mente! Illness and 
Behaviour Disorder in Mentally Retarded People, 
which took place in Amsterdam in May 1290. The book 
was published in the same year that the Congress took 
place, and that is remarkably quick. It shows. 

The book shares the defects of all multi-author publi- 
cations. It is repetitive, uneven in quality, and in places 
the grammar is so bad it is almost unreacable. The for- 
mat varies between a few properly researched and refer- 
enced reviews on relevant topics, to essays, anecdotes 
and what should really be described as rough notes. 
Some of the contributions are laden with impenetrable 
jargon to the point of being quite incomprehensible. 

It is a shame that the selection of contributions 1s so 
indiscriminate, because here and there one comes across 
alittle gem, particularly in the first section which reports 
the Plenary lectures. It would, however, have been better 
to have taken a little more time, and confined the publi- 
cation to these Plenary lectures, with 3 or 4 selected 
supporting articles from the workshops aad paper pres- 
entations. If they had done so we might heve had a more 
readable and competitively priced production. As it 1s, I 
cannot recommend it to any prospective purchaser, 
either individual or library. 


ANDREW H. RED, Consultant Psychiatrist, Royal 
Dundee Lif Hospital, Liff, By Dundee DD2 5NF 


Schizophrenia Genesis: The Origins of Madness. By 
IRVING I. GOTTESMAN. New York: W. H. Freeman. 
1990. 296 pp. £17.95 (hb), £10.95 (pb). 


The most important thing about a book, itseems to me, 1s 
not its content, but whether it 1s well written. Professor 
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Gottesman does write well and this book is a joy to read. 
It is pitched at “an audience wider than the one facing a 
lecturer in an advanced university course in abnormal 
psychology or a medical school course on the origins of 
mental illness", in other words the intelligent lay-person, 
particularly “friends and relatives of the mentally ill and 
fellow scientists and academicians”. This is an awkward 
audience to cater for, not least because publishers, in my 
experience, assume it has a below-average IQ and sys- 
tematically edit out words with more than two syllables. 
Professor Gottesman, I believe, has managed to con- 
found such publishers, although it would be interesting 
to see opinions from the audience he has aimed it at. 
Professor Gottesman is a geneticist by virtue of his 
main contributions to the study of schizophrenia, but he 
has achieved, in this book, a comprehensive and well- 
balanced account of the condition. I was surprised to 
read that he is a professor of psychology and a professor 
of paediatrics, a combination impossible in Britain. 
Thereis not much more that I need say, except to point 
out that thereis a need for such books on both sides of the 
Atlantic to counter the ignorance and half-truths most 
people possess about schizophrenia. Fuller Torrey, 
another North American academic who turned his hand 
to a similar sort of book to this one, had his manuscript 
rejected by nine publishers before it was finally accepted 
by someone whose own son was schizophrenic. Fuller 
Torrey’s book has now sold over 100 000 copies. I hope 
for Professor Gottesman’s sake, that his does as well. 


JOHN CUTTING, Bethlem Royal Hospital, Beckenham, 
Kent 


Revision for the MRCPsych Part I. By BASANT K. PURI 
and Jon SKLAR. Edinburgh: Churchill Livingstone. 
1990. 232 pp. £9.95. 


In the run-up to an examination, candidates are likely to 
be on the look-out for any book they believe will give 
them a greater chance of mastering their subject. Fol- 
lowing the recent changes in the MRCPsych, a number 
of psychiatrists have recognised the ready market of 
trainees seeking information and guidance on how best 
to approach the frightening obstacle of the new Part I 
and II examinations. Puri and Sklar’s Revision for the 
MRCPsych Part I ıs written with examination needs 
well in mind. Each of the six sections focuses on a differ- 
ent aspect of the MRCPsych syllabus. Individual 
chapters start with a brief syllabus requirement as out- 
lined by the College, followed by sixteen 5-stem Mul- 
tiple-Choice Questions (MCQs) on that particular 
subject, with a list of further reading to conclude. The 
questions are simply worded and the answers helpful, in 
many cases giving a short note on the question in general 
and then more specific details about individual parts. 
Candidates going through these questions and answers 
carefully should pick up useful examination facts, as 
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well as being encouraged to look up other topics and 
learn around the questions to fill in any gaps in 
knowledge. 

The reading lists at the end of each of the six sections 
are a good idea, although referencing individual ques- 
tions to the lists might encourage candidates who feel 
short of time to make more use of them. My only other 
criticism is that there is no indication of the breakdown 
of marks in the actual MRCPsych. The authors broadly 
cover the College’s syllabus in six equal length sections. 
However, in practice, in the examination (as indicated in 
the College's specimen paper) the neurosciences — dealt 
with by Puri and Sklar in the first three sections— 
account for a smaller proportion of the questions than 
descriptive and explanatory psychopathology and 
clinical assessment which are dealt with in sections four 
to six. In other ways the book is well designed and 
attractively presented. 

Revision for the MRCPsych Part I 1s more than just 
another book of MCQs, I highly recommend it to 
trainees (and their trainers) facing the MRCPsych Part 
I. As a bonus, it may also prove useful for later revision 
on the neurosciences before taking the Part II. 


ROSALIND Ramsay, Registrar in Psychiatry, University 
College Hospital, London 


From Conflict to Resolution: Strategies for Diagnosis and 
Treatment of Distressed Individuals, Couples and 
Families. By SUSAN M. HEITLER. New York, London: 
W W Norton & Company. 1990. 351 pp. £26.00. 


Heitler, a clinical psychologist, presents a manual of 
brief strategic approaches to therapy for a wide range of 
conditions but especially when associated with interper- 
sonal conflict. In the first section she presents an over- 
view of her theoretical rationale and it is here that she 1s 
at her most original Having briefly dealt with concepts 
of conflict from mainstream theories, she introduces 
approaches gleaned from less familiar territory, starting 
with so-called “game theory”, including one fairly well 
known paradigm, the Prisoner's Dilemma, in which a 
form of co-operation produces the optimal solution for 
all parties — a positive sum game. Also deserving a wider 
dissemination in mental health services 1s negotiation 
theory and its ‘win-win’ goal. Mutually beneficial sol- 
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utions are achieved, not by conventional compromise or 
bargaining, but through a process of mutual clarifica- 
tion of basic interests, often shared to an unexpected 
degree. 

In the second section, the author demonstrates how 
common diagnoses such as depression, neuroses and 
personality disorders can be translated ın terms of the 
five primary responses to conflict: fight, submission, 
immobilisation, flight, and problem solving. She does a 
very good job of this and although she discusses con- 
ditions as apparently diverse as compulsive gambling, 
panic attacks and schizoid personality disorder, and 1s a 
little vague on diagnostic criteria, the overall impact is 
not really reductionist. Compared with earlier writers, 
such as Jay Haley whom she quotes, who have empha- 
sised patterns of interaction as the route to understand- 
ing and treatment, she endorses orthodox psychiatric 
diagnoses to a surprising extent. No doubt the role 
of DSM-III in payment has been influential in. this 
development, which is quite striking. 

The third section is on treatment. Heitler 1s not averse 
to other forms of therapy but, not surpnsingly, empha- 
sises the importance of using conflict resolution to pro- 
vide an integrating framework and to achieve more 
than, in her view, the often only symptomatic relief pro- 
vided by, for example, behaviour therapy and medi- 
cation. She makes discreet use of clinical anecdotes to 
illustrate unusual terms such as ‘coaching’ and *walking 
through’ as well as the more familiar ‘reframing’ and 
*modelling'. 

In its acceptance of other therapies, albeit from a 
sometimes lofty perspective, and in its incorporation of 
techniques owing their origin often to the business 
world, this is a modern, refreshing book Like many 
innovators in the psychotherapy field, however, the 
author emphasises her success but without any backup 
data and, no doubt partly due to her private practice 
base, describes generally articulate patients, able to 
relate to the therapist, who one feels are at the middle 
and easy end of the problem severity spectrum. Never- 
theless, ıt is a highly commendable read for all 
therapists, particularly those striving to practice in what 
they hope is an integrated way. 


PAUL MCARDLE, Consultant and Senior Lecturer in 
Child and Adolescent Psychiatry, Fleming Nuffield Unit, 
Newcastle upon Tyne NE2 3AE 
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Computerised Tomography in Alzheimer's Disease 


Methods of Scan Analysis, Comparison with Normal Controls, 
and Clinical/ Radiological Associations 


ALISTAIR BURNS, ROBIN JACOBY, MICHAEL PHILPOT and RAYMOND LEVY 


One hundred and thirty-eight patlents satisfying NINCDS/ADRDA criteria for Alzhelmer's 
disease (AD) and 36 normal controls underwent cranial CT. A comparison of methods of scan 
analysis showed good agreement between computer-assisted methods and visual ratings 
and planimetry. The CT scans of controls differed significantly from patients and a 
discriminant analysis, based on all CT measures, predicted group membership (control or 
patient) In 8196 of cases. Within the AD group, cortical atrophy correlated with age dnd 
duration of illness. Global tests of cognitive function correlated significantly with both 
cortical atrophy and ventricular size. Subjects who died in a three-year follow-up had 
more atrophy and larger third ventricles than survivors, but this effect was due entirely” 


to increased age. 


Computerised tomography (CT) of the head is the 
most widely used neuroradiological technique. 
Although other imaging modalities such as single- 
photon emissien tomography and magnetic res- 
onance imaging can give more detailed information 
about cerebral function and structure, these are 
more arduous for the patient and CT remains the 
most applicable in the clinical practice of old 
age psychiatry. The main use of CT is to exclude 
intracranial mass lesions. However, other changes, 
such as regional atrophy, ventricular enlargement 
and cerebral infarction, may also be helpful in 
the differential diagnosis of psychiatric disorders. 
The differences in scan appearances between normal, 
age-matched controls and demented patients have 
been well documented (Jacoby et al, 1980; Bird et 
al, 1986). 

Numerous publications have analysed the relation- 
ship between radiological appearances and clinical 
features in a variety of conditions such as depression 
(Jacoby & Levy, 1980b; Dolan et al, 1986), 
paraphrenia (Naguib & Levy, 1987), and Alzheimer’s 
disease (AD) (Jacoby & Levy, 1980a; Albert et al, 
1984). Methods of scan analysis involve visual 
inspection (Ron, 1983), mechanical planimetry 
(Jacoby & Levy, 1980a) or computerised assessments 
(Jernigan et al, 1979; Zatz et al, 1982; Albert et al, 
1984; Baldy et al, 1986). Of particular interest in AD 
is the relationship between CT appearances and 
cognitive impairment. Some studies have shown a 
modest, yet significant, correlation between cognitive 
impairment and cortical atrophy or ventricular 
enlargement, the relationship being stronger for 
the latter (Pearlson & Tune, 1986; Drayer et al, 
1985). 


The aims of the present study were threefold. First, 
to compare computer-assisted with visual ratings and 
planimetric assessments of CT scans; second, to 
compare the scan appearances of patients with AD 
and normal age- and sex-matched controls; third, to 
investigate the association of clinical and neuro- 
radiological indices in AD. 


Method 


Subjects were drawn from the catchment area of the 
Camberwell Health Authority in south-east London. All 
were patients who had been in contact with the only two 
psychiatric hospitals in the area as out-patients, day 
patients, in-patients, or seen on domiciliary visits. Patients 
who had been seen previously at the hospital and were in 
residential homes or long-stay care were also included. An 
attempt was made to assess all patients known to the 
hospital services between October 1986 and October 1988. 
All patients satisfied the criteria for the clinical diagnosis 
of AD suggested by the National Institute for Neurological 
and Communicative Disorders and Stroke, and the Alzheimer's 
Disease and Related Disorders Association (NINCDS/ADRDA) 
group (McKhann et al, 1984). These criteria have been well 
validated by neuropathological examination (Tierney ef al, 
1988; Burns et al, 1990). Two main categories are defined ~ 
*probable', which is reserved for subjects without any asso- 
clated physical illness, and ‘possible’, which allows for a 
diagnosis of AD to be made in the presence of atypical fea- 
tures such as minor physical illness or atypical course or 
presentation. Patients in both these categories would satisfy 
DSM-II-R criteria (American Psychiatric Association, 
1987) for primary degenerative dementia of the Alzheimer 
type and for dementia in Alzheimer’s disease in ICD-10 
(World Health Organization, 1989). The distinction between 
‘possible’ and ‘probable’ AD is ambiguously defined and 
we have taken a particularly strict view while allocating cases 
to these categories by utilising the ‘possible’ category 
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Ail scans were rated independently by two raters (AB and membership (AD or control) in 81% of cases. 
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e | Jntercórrelatlon. of clinica and radiological indices in Alzheimer's disease (n = 138) 
uir VAM CANONE : Pes k ” — Age 5. Age of Duration of Score on Score on 
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Area of third ventncle E * 020 > 0.08 0.22* -0.31** -0.34** 
Area of right Syivian fissure 0.21% - 0.15: ‘011 - -0.25* -0.27** 
"++ Area of left Sylvian fissure 013, - 0 06 “0.18 > ' -08** -0.30** 
ato _ VBR K , 008 ° ' ,-003- ; 0.19 —0.25* -0.31** 


PET " Total cortical score | l , 027* . .014 7 024* ' -0.42** -0.41** 


. *P<0.01,-**P<0.001 (Pearson correlations). — -. e 
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35.0 (21.4); 51 patients with moderate atrophy, mean 
CAMCOG score 24.4 (20.7), and three patients with severe 
atrophy, mean CAMCOG score 10.4 (17.9); differences 
between the first and second groups, P«: 0.05). 

The patients were followed up for three years after entry 
to the study, and of the 138 who had had scans, 55 had 
died. Those who died were significantly older than survivors 
(82.0 v. 79.1 years, «0.01, Student's t-test). These 55 
differed from the survivors in the following CT measures - 
they had larger third ventricles (2.1 v. 1.8 em’, P<0.02); 
larger right Sylvian fissures (8.1 v. 6.9 cm?, P<0.02, 
Student's t-test) and greater atrophy of tbe parietal and 
occipital lobes and IHF (P«0.03, P«(.02, P«0.03, 
respectively, x?). However, an analysis of variance with 
age as a covariate showed that the differences in CT 
appearances were duc to the non-survivors being older. 
There was no difference in size of the left Sylvian fissure, 
or VBR atrophy of the frontal or temporal lobes between 
Survivors and non-survivors. 


Discussion 
The four main findings of the study were: 


(a) computer-assisted methods of CT analysis 
were very closely related to visusl ratings and 
planimetric measures and showed excellent 
inter-rater and test-retest reliability 

(b) all CT measures in normal controls were 
significantly different from those in AD 
patients, but there was overlap 

(c) there were significant negative correlations 
between tests of global cognitive function and 
CT indices, and specifically between cognitive 
scores and temporal lobe atrophy 

(d) subjects who died in follow-up had larger third 
ventricles and more parietal/occipital atrophy, 
but ventricular size was not related to mortality. 


There are three methods by which CT scans can 
be analysed. Visual and linear ratings are the 


commonest (Ernest et al, 1979; Jacoby et al, 1980; . 


De Leon, 1980); they are easily performed on a large 
sample without recourse to computers, and inter- 
rater reliability is satisfactory (Ron, 1983). The main 
disadvantage is the loss of information as a 
consequence of the conversion of the raw numerical 
data to a grey scale. 

The second method, which has the advantage of 
using numerical data, involves the use af a computer 
to assess regions of interest which are determined by 
a rater using a movable cursor or tablet. The density 


of HU within a certain region can be measured (Naeser ` 


et al, 1980; Bondareff et al, 1981; Colgan, 1985) or the 
area containing pixels of predetermined density can be 
measured (Reveley, 1985). A mathematizal algorithm 
has been developed to assess CSF volume in each hemi- 
cranium (Jernigan et al, 1979; Zatz et al, 1982). 
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The third method is completely computerised and 
involves no observer bias (Baldy et al, 1986). 
Although having the advantage of being fully 
automated, this method is the least flexible and can 
be very difficult to install on a computer system. The 
results of the above study have validated the use of 
computer-assisted methods of CT analysis by 
showing a good correlation with traditional visual 
and planimetric ratings. Baldy ef al (1986) found 
Pearson correlations between planimetry and various 
computerised assessments of ventricular size of 
between 0.77 and 0.85. Zatz et al (1982) found more 
modest (0.38-0.80) yet highly statistically significant 
correlations between linear and volumetric measures. 
The higher correlation in this study, 0.98, may be 
partly explained by the use of a newer CT scanner 
providing better definitions of ventricular area. The 
test-retest reliability of the computerised method 
(0.99) was exactly that found by Reveley (1985) in 
his measure of total ventricular volume. In the 
present study, the choice of 0-25 HU as the density 
representing CSF corresponded to the threshold 
described by Reveley (1985) and George et al (1983). 

The finding of significant differences between CT 
indices in AD and normal controls was not surprising 
and as it had been found in other studies (Jacoby 
et al, 1980; Damasio, 1983; Creasey et al, 1986). The 
ability of computer-assisted methods to derive 95% 
confidence intervals may further aid the provision 
of appropriate cut-off scores for AD subjects. It is 
also important to obtain normative values from each 
successive generation of CT scanner. The ability of 
the discriminant function analysis to predict group 
membership in 81% of cases was very similar to that 
of Jacoby et al (1980), who predicted membership 
in 83% of cases, and Damasio ef a/ (1983), with 84%. 
This finding suggested that, although CT technology 
may improve, the ability of the CT scan to 
differentiate between normals and AD subjects has 
not substantially altered in the last decade. 

Associations between radiological findings and 
cognitive function have been described previously. 
The majority of studies have demonstrated an 
association between lateral ventricular size and 
cognitive function (Roberts & Caird, 1976; Jacoby 
& Levy, 19802; Soininen et al, 1982; George et al, 
1983; Drayer et al, 1985; Pearlson & Tune, 1986) 
while others have found a relationship between 
cerebral atrophy and cognitive function (Ernest ef 
al, 1979; De Leon et al, 1980; Leys et al, 1989). The 
finding in the present study of a negative correlation 
between cognitive function and both ventricular 
enlargement and cortical atrophy is unusual. One 
explanation may be that the population under in- 
vestigation was homogeneous (all patients satisfying 
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NINCDS/ADRDA criteria). The only previous study 
to employ these criteria was by Leys ef al (1989), who 
found a correlation between score on the MMSE and 
both cortical atrophy and enlargement of the third 
ventricle (but not ventricular size). A second 
explanation may be that the more advanced scanners 
give a more sensitive measure of cortical atrophy and 
ventricular size. Such scanners have allowed corre- 
lations of specific neuropsychological deficits with 
regional atrophy to be reported; for example, frontal 
lobe atrophy has been associated with facial mis- 
recognition and IHF atrophy with impairment of 
logical memory (Eslinger ef aj, 1984). To our 
knowledge, this is the first study to show an 
association between cognitive function and temporal 
lobe atrophy - an area said to be specifically affected 
in AD (Kido et al, 1989). 

Fewer studies have reported on the association 
between CT variables and age, age of onset, or 
duration of dementia. Jacoby & Levy (19804) found 
no association between ventricular size and age or 
duration of illness in dementia. Merskey ef a/ (1980) 
found a positive correlation between cortical atrophy 
and duration of illness, a finding replicated by Leys 
et al (1989) who in addition found an association 
between enlargement of the third ventricle and age 
of onset. Soininen et al (1982) found a correlation 
between duration of illness and lateral ventricular 
width but no correlation between age and other CT 
indices. The present study failed to find an 
association between age of onset and CT measures 
(possibly because all our patients are over 65) but 
replicated the association between cortical atrophy 
and age. Duration of illness correlated with cortical 
atrophy and third ventricular size, but not lateral 
ventricular size. These diverse findings suggest that 
no simple relationship exists between the illness 
characteristics and CT indices in dementia. It is likely 
that other factors such as the age structure of the 
population and CT methods employed may mask 
any underlying association present. 

The relationship between CT findings and sub- 
sequent fatality has been addressed by a number of 
studies. Naguib & Levy (1982a) found that diminished 
attenuation (HU) numbers of the left parietal region 
were associated with poor outcome in 40 patients with 
senile dementia followed up over two years. A six- 
month follow-up of 48 subjects showed that mean 
attenuation numbers in the parietal, occipital and left 
thalamic areas were associated with increased mortality 
(Colgan, 1985). Increased ventricular size and cortical 
atrophy has not been associated with increased 
mortality in dementia, although the former has been 
shown to be associated with a poor prognosis in de- 
pression (Jacoby et al, 1981). 
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While other imaging techniques have more to offer 
in terms of the information available, CT remains 
the investigation of choice in old age psychiatry 
where there is a particular problem with patient 
compliance. Although the scanning time of other 
techniques may be similar to that of CT, the 
procedures involved are much more arduous (e.g. 
the claustrophobic atmosphere of magnetic resonance 
imaging and the need for peripheral vascular access 
in many positron emission tomography procedures). 
The CT scan does have limited ability to differentiate 
between normal elderly subjects and patients with 
AD, as shown by the significant overlap between CT 
variables in the two groups. The discriminating 
ability of the CT scan has not improved in the last 
decade despite more technologically advanced scanners 
and more sophisticated methods of scan analysis. 
Optimism surrounded the introduction of CT 
scanning (Jacoby, 1981), but its contribution to the 
diagnosis of dementia and other psychiatric disorders 
(Jacoby, 1981) must now be tempered. 

However, there is, at present, little evidence that 
other imaging modalities will prove any better at 
discriminating normal elderly subjects from elderly 
demented patients, although magnetic resonance 
imaging is the ‘gold standard’ for assessment of 
cerebral structures. The strengths of the CT scan are 
its acceptability by patients, availability, and ability 
to detect intracranial abnormalities such as mass 
lesions, infarctions and periventricular lucencies. 
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I LS The e Mapas of: Disgnoitic Labelling 


The literatüre i reviewed oh. hldien adus. "descilbad ‘a8 having ‘echizold’ personality 
* disorders; Asperger's syndrome, and schizotypal personality disórders, with the alm of clarifying 
the nature of these clinical’ syndromes, and In particular the features of those children whose 
dglowedpschieractoristics are described, In the TUUM: wc paperk: 


we NS 


This, paper summarises “descriptions Of a group : 


of children which: have appeared: in: the: literature: 


. under, a-variety of. diagnostic terms..Some of the. - 


subjects reported” Were seriously ‘impaired in their . 


later psychosocial functioning, and resembled autistic 
children in many sways. Others were, more mildly’. 


affected, . and a few, had- -exceptional later ‘work: . 


achievements, It is- important not to give different 
names to: similar disorders. Yet, i iti the absence of, 
independent validating criteria, we cannot be sure 


„which syndromes ‘are really part of: the same. 


: Condition nor where the boundaries: ‘between what - 


children with primarily reactive disorders; R 


seem to'be overlapping disorders are best drawn. The , 
importance of correctly diagnosing such: children, not | 


"Fare in clinical practice, lies in the' very fact that `: 
à ‘their, difficulties-are. constitutionally based and their ° 


prognosis, and treatment néeds differ from those, of 


Schizoid’ personality disorder: of childhood ~ 


"The term ‘schizoid’ was applied by. the author some 
." 25 years ago to describe a group of children referred’ - 


for psychiatric assessment and treatment who had’ . 


. the following characteristics: they were predominantly . . 
-boys (sex ratio 4: Np they were of school age; they.” 


- comprised about 49 of new referrals; "and, although °° 
. generally. of average. or superior. ‘intelligence, they, >. 


were failing at school‘ both ‘educationally ang TEN 


: Their five / core’ ‘clinical features were: - 


y. 


(a) solitariness, especially i in the boys a 
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Over, haif* the" cldre were outgoing but a few 
x Were ‘withdrawn and uncommunicative, and very 
occasionally ‘they presented with electiye mutism. 
` They often caused enormous difficulties for parents 
2 and teachers because they could not conform 
“socially, and their behaviour was liable to disintegrate 
„when pressed to do so, with outbursts of weeping, 
* Fase, and aggression. 
The ferm 'schizoid' personality disorder was 
initially "applied. because the children matched 
. descriptions of this diagnosis in the adult psychiatric 
literature .of the time (Wolff & Chick, 1980). 
Asperger's work had not yet appeared in the English 
* literature, - and DSM-III (American Psychiatric 
“Association; 1980) and DSM-III-R (American 
Psychiatric Association, 1987) definitions of schizoid 
and ‘schizotypal ree disorders were not yet 


p > "available, 


` “From % & clinical poiùt of view, it seemed i important 


= "to identify: such children because, although presenting 


t wih a’ multitude of behavioural and emotional 
: “symptoms, from’ apparently motiveless outbursts of 
-rage to school refusal or depression, the underlying 
difficulties were very long lasting and appeared to 
“reflect constitutional rather, than environmental 
- disadvantages. One or other:parent often displayed 
Similar personality straits. The children responded 
poorly to ‘exploratory psychotherapy and the search 
” for ‘causes’ of their difficulties within the family or 
- wider “environment was not only fruitless but 
^ sometimes added. to the stresses on the family. What 


.. (b) impaired. ‘empathy, and emotional detant. seemed to. „help ° was to.accept that the child's 


(c) rigidity: of mental: set, including thé single- `, 
m minded pursuit of. »special "intérests: (whith *- 
. impaired their capacity. to adapt,’ especially to ^ 


; difficulties wete part of his/her inherent nature, and 
- that school and. family would have to accommodate 
this. . Realistic” expectations for limited change 


~ the démandi for conformity at school) ::7** E “rather: zthan. disappointment-at therapeutic failure 


() increased sensitivity, with paranoid ideas at. 
times 

(e) unusual or odd styles of comune 
including overcommunicativeness, ie 
in the Bn ! 





‘helped to.preserve thé morale of the children, their 
“parents, atid: their teachers. ; ° 

A predictive ‘validation study (Chick et al, 1975; i 
"Wolff & Chick, 1980) showed the syndrome in boys 


in to d gabie into cary, paure; ‘Schizoid’ children 
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grown up could be differentiated from cther referred 
children in adult life by an interviewer blind to the 
original diagnoses, and the five predicted core 
features of the syndrome also differentiated signifi- 
cantly between the two groups of young men. At a 
mean age of 22 years, two of the 22 schizoid subjects 
had developed a schizophrenic illness. 

A search of the literature reveals that children with 
quite similar characteristics have bezn described 
under a variety of diagnostic labels. Two questions 
arise: (a) whether ‘schizoid’ disorders of childhood 
as we have defined them (Wolff & Chick, 1980) are 
the same as or overlap with ‘Asperger’s syndrome’ 
as described by Wing (1981), Tantam (1286, 1988a,b) 
and Gillberg (1989), and are thus a part of an autistic 
' spectrum; and (b) whether they are the same as 
‘schizotypal personality disorder ir childhood’ 
as described by Nagy & Szatmari (1986), and are thus 
continuous with the DSM-III-R schizotypal per- 
sonality disorder of adult life and part of the 
schizophrenia spectrum. 


Asperger's autistic psychopathy 


Asperger himself, now nearly 50 years ago, described 
his patients in a clinical, impressionistic way. We 
cannot now be sure how similar other series of cases 
(e.g. those described by Wing, 1981; Tantam, 
1988a,b; Gillberg, 1989; Szatmari et al, 1989a,b; 
Kerbeshian et al, 1990) actually are tc his. Wing’s, 
Tantam’s and Gillberg's subjects were all severely 
impaired, resembling autistic children not only in the 
nature of their symptoms but in having an excess of 
obstetric and neurobiological abnormalities. Wolff 
& Chick’s (1980) children labelled ‘schizoid’ also had 
the clinical features Asperger described but were as 
a group much less restricted in their psychosocial 
functioning. 

Before reading Kanner’s first paper on early 
infantile autism (1943), Hans Asperger of Vienna 
(1944) described a series of children with life-long 
personality features, among which th2 most salient 
were: solitariness; abnormalities of gaze, expression 
and gesture impeding emotional contact with other 
people; insensitivity to social cues; lack of feeling for 
others, sometimes amounting to callousness; over- 
and insensitivity; ‘autistic intelligenze', inventive 
rather than imitative, with specific interests in 
restricted fields such as chemistry, pcisons, mathe- 
matics or art which could lead to creative achievements; 
educational delays of all kinds; rage or tears in the 
face of pressure to conform. With age, social 
adaptation often improved and the wcrk adjustment 
of gifted autistic psychopaths was good, but their 
basic personality features endured and intimate 
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relationships remained impaired. Sexual interests 
were often meagre and occasionally deviant. 

While Asperger considered the condition as 
possibly pre-schizophrenic, only two of the 400 such 
children he saw subsequently developed this illness 
(Weber, 1985). In every case, one or more biological 
relatives were affected with the full or partial 
syndrome. In later years, Asperger drew a firm 
distinction between his ‘autistic psychopathy of 
childhood’ and Kanner’s ‘early infantile autism’, and 
he described the children who differed from any he 
had seen before, as: 


“highly intelligent children with interesting pecullarities, 
yet never the less with behaviour so difficult that they 
were almost impossible to keep in family or school... . 
They achieve the highest university professorships or 
become artists - yet their quirks and peculiarities will 
remain with them for life." (Asperger, 1979) 


Severe disturbances of ego development 


A number of psychoanalysts reported children with 
what appeared to be similar disabilities. Among the 
most vivid of their descriptions is Annemarie Weil’s 
(1953). She stressed the children’s special talents, 
their over- and insensitivity, the common association 
of neurotic symptoms, and the ‘pre-psychotic 
narcissistic, bizarre’ personalities found among their 
relatives. As adults, the children were often described 
as having ‘latent schizophrenia’ or ‘borderline 
states’. Like other psychoanalytic writers, she 
pointed to the children’s need for ego-strengthening 
therapeutic approaches and the dangers of inter- 
pretative psychotherapy. 


'Asperger's syndrome’ 


In 1981 Lorna Wing reported on 34 patients with this 
syndrome, which she regarded as a developmental 
disorder allied to early infantile autism. The salient 
difficulty was a failure of ‘two-way social interaction’. 
In addition, affected children have difficulty in 
communicating and cannot engage in make-believe 
play. Since then a number of writers have used the 
label ‘Apserger’s syndrome’ as synonymous with 
childhood autism in the presence of a normal IQ (e.g. 
Frith, 1989), and as part of the DSM-III-R diagnostic 
group of the pervasive developmental disorders. 
These views were strengthened by the work of 
Tantam (1986, 1988a,b). He recruited for special 
study adult psychiatric patients with ‘‘life-long social 
isolation and conspicuous eccentricity not attributable 
to psychosis’’. His account of 60 such patients makes 
it clear that, while their symptoms overlapped with 
those of the young adults who had been diagnosed 
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‘schizoid’ in childhood (Wolff & Chick, 1980), they 
were as a group much more severely disabled than 
these and probably also Asperger's patients. The 
latter two groups often had good later work 
adjustments, while of Tantam's 60 cases only one 
had been in continuous employment since childhood. 
Only two of his patients had married, again in stark 
contrast to our own findings (Paper II, this issue, 
pp. 620-629). In Tantam's series, more than a third 
had evidence of brain damage; 10 were retro- 
spectively judged to have fulfilled Kanner's (1943) 
criteria for early infantile autism; and 25 others had 
the symptoms of childhood autism but beginning 
after the age of three years. A principal-component 
analysis of their personality features showed the first 
factor to have high loadings on all five of the 
postulated core symptoms for ‘schizoid’ personality 
except for the single-minded pursuit of special 
interests, and these features were found to overlap 
with the DSM-IHi criteria for schizotypal personality 
disorder. 

It is of interest that of Tantam's 60 patients, 14 
had at one time been diagnosed as schizophrenic and 
that a rediagnosis by the author identified three as 
schizophrenic and two as manic-depressive. Tantam 
believes that his subjects suffered from early-onset 
or late-onset childhood autism and that Asperger's 
syndrome overlaps with this. 

Like Wing and Tantam, Gillberg (1989, 1990; 
Giliberg & Gillberg, 1989) also regards Asperger's 
syndrome as synonymous with high-level autism, 
defining its salient features as: a severe impairment 
in reciprocal social interaction; all-absorbing, circum- 
scribed interests; imposition of routine or interest; 
speech and language problems despite superficially 
excellent expressive language skills; non-verbal 
communication problems; and motor clumsiness. 
Gillberg (1990) suggests that Asperger's syndrome 
is part of an autistic spectrum disorder. 

Szatmari et al (1989a) have compared patients with 
Asperger’s syndrome (using Wing's criteria and an 
onset before six years) with high-functioning autistics 
(fulfilling DSM-III-R criteria) and with other child 
psychiatric attenders manifesting symptoms of social 
withdrawal. On measures of functioning, including 
social responsiveness and language, as well as on 
outcome measures, the highly significant differences 
were quantitative only. Yet no child with Asperger's 
syndrome had previously been diagnosed as autistic. 
Differences in outcome between the groups could not 
be accounted for by differences in IQ. Secondary 
psychiatric diagnoses were much commoner in the 
Asperger than the autistic group and confounded 
the assignment of a diagnostic label of pervasive 
developmental disorder. 
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Asperger's syndrome, using Wing's criteria, is 
likely to be rare in child psychiatric practice. Gillberg 
(1989) saw only 23 cases in the course of 12 years, 
and most of these had been identified in a 
population-based screening for autistic-type dis- 
orders. In contrast, Asperger saw 400 children with 
*autistic psychopathy' in his life time and I have 
diagnosed 146 children as 'schizoid' in the course of 
24 years of clinical practice. 


Children with circumscribed Interests 


In 1954 Robinson & Vitale described three children 
with circumscribed interests who were solitary non- 
conformists and who had difficulties with emotional 
interactions with other people. They were interested 
in nuclear fission and corporate finance; trolley and 
bus routes; and astronomy. The authors considered 
their similarities to autistic children but stressed (and 
Leo Kanner, in a discussion at the end of their paper, 
agreed) that the symptoms began later, that serious 
language impairment was absent, and that the 
children's emotional withdrawal and obsessional 
wish for sameness were much less severe than in 
autistic children. 

Adams (1973), who studied obsessive children, 
also referred to some with circumscribed interests 
associated with being a child prodigy. These children 
would have been classified as idiots savants, had they 
been of low intelligence. Kinsbourne (1979) sub- 
sequently reported what he called ‘the overfocussed 
child’, with very similar features. 


Deficits In the right hemisphere 


Beginning from a very different starting point - the 
investigation of young people with neurological and 
neuropsychological evidence for deficits in the right 
hemisphere - Weintraub & Mesulam (1983) and 
Voeller (1986) described two series of patients, 14 
and 15 in number, in whom these neurological 
deficits were associated with solitariness, inter- 
personal difficulties, ‘weirdness’, and difficulties in 
emotional expression. First-degree relatives often had 
similar disabilities. 


Schizotypal personality disorder In childhood 


In 1986 Nagy & Szatmari reported 20 children (18 
boys, 2 girls), closely resembling our ‘schizoid’ 
children, who fulfilled the DSM-III criteria for 
schizotypal personality disorder. None met DSM- 
III criteria for infantile autism, but 18 met those for 
childhood-onset pervasive developmental disorders, 
that is, an onset of autistic features after 30 months 
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and before 12 years of age. As in Tantam's series 
(1986), a number had abnormalities of non-verbal 
expression, obstetric, perinatal and elec-croencephalo- 
graphic (EEG) abnormalities were common and, in 
contrast with ‘schizoid’ children, the intelligence of 
the children was average or borderline, rarely above 
average. As in ‘schizoid’ children, specific develop- 
mental delays of all kinds were common. Two of 
these schizotypal children were, in later life, admitted 
to hospital with a DSM-III diagnosis of schizo- 
phrenia, an incidence similar to that in ‘schizoid’ 
children. 


The characteristics of ‘high-risk’ children 


Clinical descriptions of the offspring- of schizo- 
phrenic mothers also have features in common with 
the children we are concerned with. Parnas et al 
(1982) found that by the age of 33, there was a 
marked excess not only of schizophrenia but also of 
DSM-III schizotypal personality disorder among the 
offspring of schizophrenic mothers, compared with 
a control group. The pre-morbid characteristics, at 
the age of 15, which distinguished these high-risk 
subjects from those not subsequently ill or per- 
sonality disordered, were: incoherence, pathological 
associations, incongruous facial expressions, abnormal 
emotional rapport, difficulty in makng friends, 
tenseness, and poor cognitive performance. Fish 
(1986) followed up 12 infants of schizophrenic 
mothers into adult life, and found five to have 
developed DSM-III schizotypal or schizoid per- 
sonality disorders and one a paranoid personality 
disorder. One of the schizotypal suojects later 
developed a schizophrenic illness. All 12 control 
children were free from such disorders in later life. 


Childhood features of adult schizophrenics 


‘Pre-morbid asociality’ has been retrospectively 
described in schizophrenics (Gittleman-Klzin & Klein, 
1969), at times associated with ‘soft’ neurological 
signs (Quitkin & Klein, 1969). Yet as long ago as 1958, 
O’Neal & Robins compared the contemporaneous 
features of psychiatrically referred children who later 
developed schizophrenia with those who did not. 
While childhood conduct disorders were common in 
both groups, future schizophrenics more often 
engaged in physical aggression and pathological lying 
(features which had also distinguishec our own 
‘schizoid’ children from their matched controls 
(Wolff & Cull, 1986)). Other distinguishing features 
in childhood. were odd, paranoid idezs, an un- 
affectionate temperament, and sleep disarders. In a 
similarly conceived study, Ricks & Berry (1970) 
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described future schizophrenics as withdrawn, ob- 
sessive, rigid, lacking in empathy, and with psychotic- 
like behaviour, abnormal speech, abnormal gait, and 
acting-out behaviour. Neurological impairments 
were common. ` 

Zeitlin (1986) found 14 adult schizophrenics 
among patients who had attended both child and 
adult psychiatric clinics. Of these, four had already 
been diagnosed schizophrenic in childhood, but eight 
of the remaining 10 had presented with conduct dis- 
orders, with or without associated emotional and 
developmental disorders, and all these were character- 
ised by two more specific features, suggesting they 
resembled ‘schizoid’ children: social isolation from 
peers, and the clinician’s recorded descriptions of their 
behaviour as ‘incongruous’ or ‘unpredictably odd’. 

In a review of early studies, Cutting (1985) found 
the overall recorded prevalence of pre-morbid 
schizoid personality in schizophrenics to be 26%. 
Foerster et al (1991), in a carefully controlled study, 
found from retrospective accounts by mothers that 
pre-morbid schizoid and schizotypal traits (using 
DSM-III definitions), and also poor social adjust- 
ment, assessed by interviewers blind to the patient's 
diagnosis, were significantly more common in 
patients with schizophrenia than in patients with 
affective psychosis, and that schizophrenic men had 
higher rates of these abnormal pre-morbid traits than 
schizophrenic women. In this series of consecutive 
admissions, there was a 3.5:1 male preponderance 
among the schizophrenics. 

One important point needs emphasis. Even if the 
pre-morbid personality traits of a substantial pro- 
portion of adult schizophrenic patients are equivalent 
to those of our ‘schizoid’ children, this tells us 
nothing about the magnitude of the risk for such 
children of developing a schizophrenic illness in later 
life. It may be quite small. Our own first follow-up 
(Wolff & Chick, 1980) and Nagy & Szatmari's later 
study (1986) suggest it may be less than one in ten. 


The overlap with childhood autism 


There is much similarity between the key features of 
*schizoid' disorders and childhood autism, in 
particular: the lack of empathy; the often rigid 
adherence to certain interests and behaviour patterns, 
which interfere with social relationships; and the 
oddities of language and communication. Moreover, 
a differential diagnosis may be impossible when in- 
telligence is average or below average and when 
patients are beyond early or middle childhood. A 
minority of our 'schizoid' children had had gaze 
avoidance and echolalia in early childhood. Yet the 
series of children described by Asperger (1944) and 
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by ourselves (Wolff & Chick, 1980; Wolff & Cuil, 
1986) were on the whole of good and even superior 
intellectual abilities, and in our group the social 
handicaps did not manifest until middle childhood. 
This coincides also with the experience of Weber 
(1985), who makes the additional point that children 
with Asperger’s autistic psychopathy, unlike autistic 
children, are never thought to be deaf. 

In autistic children, the developmental deficits 
become apparent in the second or third years of life, 
when imaginative play and role-taking usually begin. 
Baron-Cohen (1989) and Frith (1989) have attributed 
the handicaps of childhood autism to a deficit in the 
capacity to imagine what goes on in the minds of 
other people. In ‘schizoid’ children the abnormality 
of imaginative functions seems to be different: the 
children are not lacking in fantasy. On the contrary, 
they do engage in make-believe play and a typical 
feature is their very active and unusual fantasy life 
(Paper IN, this issue, pp. 629-635). Sometimes they 
behave as if they cannot differentiate between their 
imagination and reality. They seem not so much 
unable to imagine how other people feel and think, 
as unable to modify their own reactions to meet the 
needs of others. Moreover, the onset of their social 
disabilities is not in early but in middle childhood, 
when the development of more public social skills 
normally begins. It is a common feature that team 
games especially cannot be tolerated. 

In Paper II we make clear that the work and 
marital adjustments of our ‘schizoid’ subjects in 
adult life did not differ significantly from those of 
our control group of children referred with other 
child psychiatric diagnoses. ‘Schizoid’ children as a 
group were thus very different from autistic children 
and from the more seriously impaired people 
described by Wing (1981), Tantam (1986) and 
Gillberg (1989) as having ‘Asperger’s syndrome’. 
Moreover, in clinical child psychiatric practice they 
were not rare, certainly not nearly as rare as autistic 
children with average intellectual abilities. 

Yet the two syndromes are unlikely to be totally 
distinct. There is now some slight evidence that a 
predisposition to ‘schizoid’ personality traits may be 
a necessary feature of childhood autism. A controlled 
study of parents of well functioning autistic children 
and parents of children with other handicaps (Wolff 
et al, 1988; Narayan ef al, 1990) showed that parents 
of autistics, especially fathers, had mild 'schizoid' 
traits amounting to social gaucheness, and also that 
they were more intellectual, in that their educational 
attainments were higher than those of parents of 
controls, despite reasonable matching for social class. 
Both the well functioning autistic children in the 
study of their parents and the 'schizoid' children 
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followed up in Papers II and III came from families 
of higher than expected socioeconomic status, so that 
matching of controls for this was difficult in both 
groups. Moreover, the 'schizoid' subjects were of 
slightly above average IQ, as were the parents of our 
well functioning autistic children. 

Bolton & Rutter (1990) describe an excess of social 
as well as cognitive deficits in the biological relatives 
of autistic subjects. Whether these social deficits are 
similar to what we have described as ‘schizoid’ traits 
remains unclear. 

There is now some evidence that when schizo- 
phrenia develops before puberty, a proportion of 
affected children have had undoubted symptoms 
of autism before the age of 30 months. In a careful, 
retrospective study of 18 children with DSM-III 
schizophrenia, seven had been autistic, three had had 
pervasive developmental disorders with onset after 
30 months, and several had had other developmental 
delays, especially of language. Pre-morbid schizotypy 
was found in three (Watkins et al, 1988). The authors 
believe that both autism and schizophrenia are final 
common pathways for a variety of causal factors and 
pathological processes, and see no reason why some 
risk factors may not contribute to the development 
of either disorder. 

Szatmari et al (1989b) followed up 16 well 
functioning autistic children to a mean age of 26 
years and found one with a clear-cut schizophrenic 
illness, a number with auditory hallucinations and 
paranoid thinking, and some with schizotypal 
personality features. In this group, one was married 
and three were dating regularly; seven had university 
degrees and eight were in full-time employment. Four 
of the 16 were now essentially normal in their 
functioning. Yet a majority had a poor outcome in 
terms of social and work adjustment. Outcome was 
related to adult IQ, to non-verbal impairments, and 
to scores on the Wisconsin Card Sort Test, which 
measures frontal lobe function, rather than to early 
childhood impairments. A comparison of Asperger's 
syndrome and autism by these workers (Szatmari et 
al, 1989a) found subjects with the former diagnosis 
more impaired non-verbally. 

Clarke et al (1989) described five cases, all of low 
IQ, in whom autism or Asperger's syndrome was 
followed by schizophrenic or affective psychoses in 
later life, and summarised other reports of autistic 
children who later became schizophrenic. 

The possibility therefore exists that both childhood 
autism and ‘schizoid’ personality disorder (using our 
definition, which would include DSM-III and DSM- 
III-R schizoid and schizotypal personality disorder) 
may share a common genetically based predisposition 
but that, in the case of autism and probably 
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schizophrenia too, other genetic and/or non-genetic 
causal agents are necessary in addition. Goodman 
(1989) has recently made a case for autism being the 
outcome of multiple neurological deficits based on 
a number of coexisting causal factors. 


Conclusion 


Although the overlapping groups of children referred 
to above were recruited for study according to 
different criteria, and were given a variety of 
diagnostic labels, many would fulfil the DSM-III-R 
criteria for pervasive developmental disorders. 
Clinically, however, the differences both in child- 
hood and later life between, for exemple, well 
functioning autistic children and subjects with 
Tantam's Asperger's syndrome on the one hand, and 
schizotypal children and children we have called 
'schizoid' on the other, are so great that a single 
diagnostic category would not in practice seem to be 
helpful. Yet the split in diagnostic categorisation in 
ICD-10 (World Health Organization, 1987) between 
schizotypal personality disorder classified with the 
schizophrenias, and ‘schizoid’ personality /Asperger's 
syndrome classified with autistic conditions of 
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childhood, for which Rutter has argued (Rutter, 
1989), may also not be warranted in the light of the 
findings reported in Papers II and III. 

The children we have called 'schizoid' have much 
in common with children described in the literature 
under a variety of diagnostic terms, especially with 
Asperger's own large group of ‘autistic psychopaths’ 
and with Nagy & Szatmari’s ‘schizotypal’ children. 
They share clinical features with children who later 
become schizophrenic and with children at high risk 
of developing schizophrenia. While children called 
‘schizoid’ overlap with Wing’s and Tantam’s cases 
of ‘Asperger’s syndrome’, they are as a group much 
less disabled and probably correspondingly more 
common in child psychiatric practice. 

The individual features of the syndrome resemble 
and may overlap with, but are not equivalent to, 
those of childhood autism. In the group:of children 
reported in Papers II and ÍII, this diagnosis was 
considered in only a small minority, but was in fact 
never made. The differential diagnosis was rather 
between ‘schizoid’ personality disorder and reactive 
conduct or conduct and emotional disorder. Specific, 
but not pervasive, developmental delays were 
common accompaniments. 
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In a controlled follow-up study Into adulthood of 32 children diagnosed ‘schizoid’, three-quarters 
fulfilled DSM-III criteria for schizotypal personality discrder and two developed schizophrenia. 
Overall their psychosocial adjustment was somewhat, but not markedly, worse than that of 
other attenders at a child psychiatry clinic, although as a group they remained more solitary, 
lacking In empathy, oversensitive, with odd styles of communicating, and often with 


circumscribed Interests. 


The main aim of this investigation was to establish 
whether patients diagnosed às having a 'schizoid' 
personality disorder in childhood are phznomeno- 
logically similar in adult life to subjects with 
schizophrenic spectrum disorders, in particular, 


whether they will fulfil the DSM-III criteria for 
schizotypal personality disorder. 

It needs to be made clear that the label 'schizoid' 
was applied by SW many years ago, before DSM- 
UHI and DSM-III-R classifications were published 
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and before Asperger's description (1944) of 'autistic 
psychopathy of childhood’ became familiar to 
English-speaking child psychiatrists. Children labelled 
‘schizoid’ were subsequently thought to be similar 
to the children Asperger described but, as a group, 
much less impaired than subjects diagnosed by Wing 
(1981) as having ‘Asperger’s syndrome’. These 
‘schizoid’ children would have been diagnosed as 
having schizotypal or schizoid personality disorders 
had DSM-III and DSM-III-R classifications been 
available at the time. 

The Danish adoption studies (Kety et al, 1975) and 
their later re-analyses (Kendler ef al, 1981; Kendler 
& Gruenberg, 1984) found schizotypal personality 
disorder, as well as schizophrenia and paranoid 
personality disorder, to have a strong genetic but no 
familial/environmental relationship to schizophrenia; 
Baron et al (1983), in a study of siblings of chronic 
schizophrenics, found the excess of schizophrenia 
and of schizotypal personality disorder in these 
siblings to vary according to whether one or both 
or neither of the parents were schizotypal. These 
authors suggested that certainly schizotypy, as 
defined in DSM-III, but possibly also DSM-III 
schizoid and paranoid personality disorders, are 
genetically related to schizophrenia. In addition, 
Kendler et al (1982) established that childhood social 
withdrawal (as well as antisocial conduct) was more 
common among the biological relatives of adoptees 
with schizophrenia than in those of control adoptees, 
while being equally common in the adoptive relatives 
of schizophrenic and control adoptees. Kendler 
(1988) has reviewed the family aggregation studies 
of schizophrenia and schizophrenic spectrum dis- 
orders, pointing out the defects of the one study with 
apparently negative findings. Moreover, there is now 
reliable evidence for the pre-morbid presence of 
DSM-III schizotypal and schizoid traits in a 
proportion of schizophrenic patients, especially 
males (Foerster ef al, 1991). 

A second aim of the investigation was to determine 
the outcome of children diagnosed 'schizoid' in terms 
of work, marital and sexual adjustment, antisocial 
conduct, and psychiatric illness, compared with that 
of a control group of other child psychiatric patients, 
when both groups were older than at the time of their 
first follow-up (Wolff & Chick, 1980). 

A third aim was to extend a previous prognostic 
validation study of 'schizoid' personality in child- 
hood. The clinical features of this syndrome, and its 
similarity and possible overlap with Asperger's 
autistic psychopathy of childhood, ‘Asperger’s 
syndrome’, and schizotypal personality disorder of 
childhood, are outlined in Paper I (this issue, 
pp. 615-620). 
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A diagnosis of ‘schizoid’ personality disorder was made by 
SW in children referred to the Department of Child and 
Family Psychiatry, Royal Hospital for Sick Children, 
Edinburgh, if their psychiatric difficulties could not be 
satisfactorily explained in terms of their life experiences, 
and if they had five core features: solitariness; impaired 
empathy; rigidity, including the single-minded pursuit of 
special interests; increased sensitivity; and unusual styles 
of communication. 

For a total cohort of 111 ‘schizoid’ boys and 35 ‘schizoid’ 
girls, seen in the course of 24 years, an independent 
psychologist selected other referred children who 
individually matched the ‘schizoids’ for sex, age, year of 
referral, recorded IQ, and occupational class of the father 
At least two possible controls were chosen for each schizoid 
patient. It had initially been planned to include both boys 
and girls in this study because of the clinical impression 
that girls’ symptoms differed from those of boys. Because 
of tracing difficulties, the study of the girls has had to be 
deferred and this report, like our previous follow-up (Wolff 
& Chick, 1980), concerns boys only. 

We aimed to follow-up 30 matched pairs of ‘schizoid’ 
and control boys. Attempts to trace and contact the oldest, 
namely those who had taken part in the previous study, 
were made first, and 17 out of 22 ‘schizoids’ and 13 out 
of 22 controls previously followed up were traced and seen 
again. One ‘schizoid’ subject had died. Subsequently cases 
were chosen from the total cohort in order of decreasing 
age and, towards the end of the recruitment period, also 
with consideration of their likely availability. All were aged 
18 years or over at the time of follow-up. 

It might have been better, for a true picture to emerge 
of the morbidity and life adjustment of ‘schizoid’ children 
grown up, to have compared them with a normal 
population. However, this would have presented formidable 
difficulties, especially in relation to the matching procedure, 
as well as in knowing how to motivate such control subjects 
to participate in the study. Moreover, no childhood data 
would have been available for such a group. The choice 
of psychiatric clinic cases as controls had the disadvantage 
that they had been seen by a number of psychiatrists, had a 
mixed array of emotional, behavioural and developmental 
disorders, and possibly included some who might have been 
diagnosed ‘schizoid’ by SW. The main advantage of a 
control group of clinical attenders is that any differences 
in outcome should be of immediate clinical relevance. 

Because of the slight upward skew in intelligence 
and occupational class of the father in the ‘schizoid’ 
group, it was not easy to find the controls, and sometimes 
matching had to be approximate only, especially for 
social class. Moreover, in the course of the study, 
some 'rematching' was undertaken to make up for tracing 
failures and drop-outs in order to avoid too great a loss 
of interview data already obtained. This meant that a 
control for a *schizoid' subject who was unavailable might 
be used as a control for a ‘schizoid’ subject successfully 
interviewed, if the matching criteria were fulfilled and if 
the original control for that ‘schizoid’ subject was untraced 
or refused to take part. 
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Much help was given, in the tracing of subjects, by the 
Lothian Region Primary Care Division, by the General 
Register Office for Scotland and the Centrel Register for 
England and Wales, by very many general practitioners, 
as well as by a number of parents of the young people. 

In the event, among the 'schizoid' group, attempts were 
made to trace 55 subjects. One had died (probably by 
suicide) and 11 were untraceable, includirg two whose 
whereabouts were unknown even to their mothers. Of the 
remaining 43 approached by letter, seven refused to 
participate in the study and four agreed to te interviewed 
but were never in when the interviewer called by 
appointment, or never came for an appointment made at 
their request at the hospital. Thus the effective refusal rate 
was 11/43, or 25.6%. Of the 32 ‘schizoid’ subjects inter- 
viewed in Edinburgh, five were from London and two from 
other parts of England. 

It was even more difficult to recruit the control subjects, 
possibly because they were as a group less well Enown to SW. 
Attempts were made to trace 69 of them. Seventeen were 
untraceable, again including one lost to his mother. In three 
other cases, one of whom was known to be in Australia, 
tracing was not pursued. Of the remaining 49, 11 refused to 
take part in the study, and three agreed but never kept appoint- 
ments, giving an effective refusal rate of 14/49 or 28.6%. 
Of the 32 control subjects matched to cases end seen, two 
were from England and one from the north of Scotland. 

Table 1 compares those ‘schizoids’ and controls who took 
part in the study and those who had died, wer» untraceable 








Table 1 
Soma comparisons between subjects seen and not seen 
in etudy 
: Schizoids Controls 
saen not seen seen not seen 
{n=32)  {n=23) in-3201 (n-34) 
Mean age at follow- 
up interview or 
6 months after 
tracing started: 
months 324.4 313.0 328.4 317.4 
range 220-453 223-418 . 220-463 228-410 
no. of subjects 32 23 32 32 
Maximum tested 
ia 109.6 104.7 113.9 107.4 
range 85-142 68-137 69-148 78-135 
no. of subjects 31 23 26° 25 
Occupational class 
of father: no; (%) 
of subjects 


3 5 
n is (53.1) 3 (43.5) 


3 3 
10 ] (40.6) 45 } (50.0) 


ii 9 (28.010 143.8) 9 (28.7) 8 (26.0) 
iV B 1 7 4 
V $] nem 2 | eso 1{ (31.8) 2] (25.0) 
unemployed -~ - 2 2 
not known -^ - - 2 


Tracing was not pursued for an additional! three cortrols. 
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or refused, but excluding those controls not pursued, for 
age at follow-up or proposed follow-up. The latter was 
estimated as six months after the first letter to the subject 
was sent out. Other comparisons possible were for 
maximum tested IQ and occupational class of the father 
at the time of the childhood referral. The subjécts not seen 
were a little younger at the time of proposed follow-up, 
and in childhood their IQ had been slightly lower. No 
systematic differences in occupational class of father 
between subjects seen and not seen were found. 


Interviews and testing 


A social worker, blind to the childhood diagnosis, made 
the first contact with subjects who agreed to participate, 
and administered a semistructured interview (see below), 
either at the subject's home or at the hospital. This interview 
was audio-recorded if the subject agreed. Each participant 
was then invited to come to the hospital on a second 
occasion to see SW, and to undertake a number of 
psychophysiological tests. 

Before embarking on the research interviews, the social 
worker listened to a number of audio-recorded and scored 
interviews of the schedules designed to measure DSM-III 
schizotypal and borderline personality disorders which 
formed part of our semistructured interview, and she also 
undertook a series of supervised practice interviews with 
hospital in-patients. 

The session with SW was used to re-establish contact with 
subjects seen as children, to answer questions about the 
study or about the subjects referral in childhood, to form 
an overall impression of the subject's current personality 
functioning and life adjustment, and to administer a 
number of pencil-and-paper tests. These included the Mill 
Hill Vocabulary test and Raven's Matrices (Raven, 1958). 

The semistructured interview consisted of three inter- 
calated parts, designed to make for a smoothly running 
clinical-style interview lasting-two to three hours. 

The main part was a slightly modified version of the 
interview used in the previous follow-up of 'schizoid" 
children (Chick, 1978; Wolff & Chick, 1980). This 
comprised: systematic, largely pre-coded questions about 
the subject's work, social, marital and sexual adjustment, 
and about physical and mental health, alcohol con- 
sumption, and antisocial conduct; and a series of questions 
about personality functioning, designed to capture our five 
postulated core features of ‘schizoid’ personality. Scoring, 
done during‘ the interview, was according to written 
definitions. After each interview, the social worker made 
a series of global ratings of personality features, personality 
disorder,.and psychiatric illness, using a glossary of 
definitions (Chick, 1978). She also wrote a summary life 
history for each subject. 

Contact with law-enforcement agencies was subsequently 
verified, and if necessary amended, with the help of the 
Scottish Criminal Records Office. Admissions to and 
attendances at psychiatric hospitals for the subjects and their 
parents were verified and amended, as far as this was 
possible, by checking the records of all the psychiatric 
hospitals in the Lothian region for the names and birthdays 
of our two groups of former child patients and their parents, 
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and looking at the case notes (for in- and out-patients) of 
those for whom records were found; and by looking at the 
recorded admissions throughout Scotland only, for the two 
groups of subjects, with the help of the Statistics and 
Information Division of the Scottish Home and Health 
Department. Again, the case notes (in-patient only) for 
those subjects recorded were scrutinised. 

A second, but intercalated, part of the interview was the 
Baron Schedule for Schizotypal Personality Disorder (Baron 
et al, 1981, 1983). This consists of a semistructured interview 
based on items of the SADS-Lifetime version (Endicott 
& Spitzer, 1978) and on DSM-III items for schizotypal 
personality disorder. Its aim was to capture the features 
of schizophrenic spectrum disorders. The interview leads 
to scoring on ten scales: illusions; depersonalisation; ideas 
of reference; suspiciousness; magical thinking; impaired 
rapport; odd communications; social isolation; social 
anxiety; and transient delusions or hallucinations. Abnormal 
scoring on four or more of these scales identifies schizotypal 
personality disorder as defined by DSM-III. The Baron 
scales were of good inter-rater and test-retest reliability, 
and classified 24.5% of first-degree relatives of schizo- 
phrenic in-patients as schizotypal (Baron ef a/, 1981), a rate 
similar to that found in the biological relatives of schizo- 
phrenic adoptees, for what was then called ‘borderline 
schizophrenia’, in the original Danish adoption study (Kety 
et al, 1975). 

The Baron scales of ideas of reference, suspiciousness, 
magical thinking, impaired rapport, odd communications, 
social isolation and possibly social anxiety appear to capture 
some of our postulated core features of ‘schizoid’ 
personality disorder except for rigidity of mental set and 
pursuit of special interests. 

The third intercalated part of our interview was the 
Diagnostic Interview for Borderlines (DIB; Gunderson et 
al, 1981). This schedule was used because in previous studies 
abnormal scores on the DIB correlated highly with 
abnormal psychophysiological measures of evoked auditory 
potential and of eyetracking (Kutcher ef al, 1987, 1989), 
measures which distinguished schizophrenics and their first- 
degree relatives from a normal population, and which 
we were intending to apply to our two groups of 
subjects. 


Reliability testing of the semi-structured interview 


One of the authors (DJW), with a special interest in 
eccentricity, as well as a psychiatrically experienced social 
worker who had used a modified version of our original 
interview for 'schizoid' subjects in another study (BM), 
between them listened to the audio-recordings of 12 
interviews, six of schizoid and six of control subjects. They 
completed the same interview schedule as the research social 
worker in so far as this was possible. For items of judgement 
which involved actual observations of the subjects, as in 
a number of the Baron scales and in some of the overall 
judgements, this could not be done and, since neither of 
the raters had been trained in the application of the Baron 
Schedule or of Gunderson's DIB, reliability testing of the 
former was partial only, and no reliability testing of 
the latter was possible. 
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Reliabilities, calculated by the weighted kappa method 
(Cohen, 1968), were good for items relating to the subject's 
work, marital and sexual adjustment, physical health, health 
of the parents, and antisocial conduct and mental health 
(before verification and amendment). Reliabilities were 
rather less satisfactory for self-ratings and observer ratings 


Table 2 
Matching of subjects in childhood and at follow-up 
Schizoids Controls 
(n =32) in 32) 
In childhood 
Mean age at first referral: years 9.83 9 96 
s.d 2.84 2.71 
ranga 4.25-14 58 — 4.83-14.75 
Mean year of first referral 1969.8 1969 8 
8 d.: years 51 4.9 
range 1962-82 1962-80 
WISC mean verbal IQ 1076 108.0 
s.d 18.4 21.8 
range 73-142 69-142 
no. of subjects 31 21 
WISC mean performance IQ 1050 103.4 
sd. 16.7 219 
range 68-137 67-146 
no. of subjects 31 20 
Maximum score on any test 109.5 113.9 
(including Stanford Binet} 
ad 25.3 197 
range 85-142 89-146 
no. of subjects 31 25 
Mean duration of clinic contact 
months 
(contacts over 99 months are 
scored 99 only) 47.1 16.0*** 
8.d. 33.3 24.8 
At follow-up 
Mean age at first interview: years 27.0 27.42 
range 18.33-37.75 18 33-38.58 
Mean Mili Hill IQ score 106.4 108 9 
8.d. 11.7 11.2 
range 88-130 88-130 
no of subjects 30 26 
Mean Matnces IQ score 101.2 109.5* 
s.d. 165 16.5 
range 75-130 78-130 
no. of subjects 30 26 


Occupational class of subject 


i 1 2 

lí 7-10 5 | 10 
Ill, non-manual 2 3 
lll, manual 3 6 
IV 3 4 

v 4 19 2 18 
unemployed 9 8 
student 3 3 
other - 1 


*t-test for 25 matched parre; t-value = — 2.15, 24 d.f , P<0 Ob 
*** Analysis of vanance, between group difference, rs significant 
at P<0 001. 

1 Unemployed because disabled by accident 
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of the personality items designed to capture the five core 
features of our definition of 'schizoid' personality. The 
reliability levels of the various items are presented along 
with the results of the main analysis below. 


Data analysis 


Most of the statistical analysis was done on the University of 
Edinburgh mainframe computer, using the SPSSX program. 
For continuous variables, the t-test for matched pairs was 
used; for dichotomous variables McNemar's test for 
matched pairs was used. When, rarely, data were missing, 
the pair was dropped. P values calculated were two-tailed. 
For the computations of weighted kappas in the reliability 
study, a special program written by RG was used. 
Occasionally, for the sake of clarity or where subgroups 
were involved, the x^ test or an analysis of variance was 
performed. 


Results 


Table 2 sets out the age and year of referral in childhood 
for the 'schizoid' and control groups, as well as tested IQ 
and duration of clinical contact. While matching for age 
at and year of referral and for IQ was satisfactcry, matching 
for occupational class of the father (see Table 1) was less 
good: ‘schizoid’ subjects had more fathers in higher 
occupational groups, but the difference was nct statistically 
significant. Duration of contact with the clinic was, as 
expected, significantly longer for the 'schizcid' group. 

Table 2 also presents the matching of the two groups at 
the time of follow-up for age, occupational class of the 
subject himself, and for IQ. Matching for verbal IQ 
remained good in adult life but the controls now scored 
significantly higher on the performance test (Raven's 
Matrices). This may have been because fewer controls than 
*schizoids' had been tested on verbal and performance scales 
in childhood (20 compared with 31) and on -he Mill Hill 
Vocabulary scale and Raven's Matrices at follow-up (26 
compared with 30), and that these were not necessarily the 
same subjects. Despite the less than perfect match for 
occupational class in childhood, at follow-up the two groups 
were very similar, both showing a slight drop in level of 
occupational class. 

The two groups were also comparable at the time of 
follow-up on a number of factors for which they had not 
been matched: physical health (welghted kappa — 0.81); 
educational qualifications (weighted kappa — 0.86) (among 
the ‘schizoids’, 11 had no qualifications; 6 had the 
equivalent of ‘O’ or ‘A’ levels; and 15 had proceeded to 
higher education, including 7 to university; the comparable 
numbers among the controls were 12, 7, and 13, including 
8 to university); the physical health of both parents as 
reported by the subjects (weighted kappa — 1.0 for both 
ratings); the mental health of mothers anc fathers, as 
reported by the subjects (weighted kappa = 0.84 and 0.62); 
and the size of their sibships (weighted kappa 0.91). 
Insignificantly more families of the controls than of the 
‘schizoids’ had been disrupted by death, divorce or 
separation of the parents before the subjects’ school-leaving 
age: 12 compared with five (weighted kappe = 1.0). 
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DSM-III personality characteristics at follow-up 


The Baron standard score (a score of 2 is given on a scale 
if there are any abnormal scores on its items; scores on the 
ten scales are summed) differentiated highly between the two 
groups on the t-test for matched pairs (P« 0.0001). If a 
cut-off point of 8, corresponding to the DSM-III definition 
of schizotypal personality disorder, is used, 24 of the 32 
*schizoids' and 6 of the 32 controls scored at or above this 
level (32— 18.13, 1 d.f., P«0.001). 

Table 3 indicates which of the 10 scales differentiated 
the ‘schizoids’ from the controls: the scales for ideas of 
reference, magical thinking, social isolation and, especially, 
the scales for impaired rapport and odd communications. 
Unfortunately, reliability testing of these scales was only 
partial and not good, presumably because the ratings 
depended very much on the interviewer's actual observations 
of the subject's behaviour.as well as on what he said. 

For both ‘schizoid’ and control groups together, a Baron 
schizotypal score was significantly associated with an overall 
rating of sociopathy on a three-point scale (378.32, 2 
d.f., P 0.02). Baron scores did not correlate with measures 
of auditory evoked potential, nor with eye tracking (Blackwood 
et al, in preparation). There were also no relationships with 
our measures for obstetric complications and organicity 
in childhood, nor with recorded childhood conduct dis- 
orders. There was, however, a significant association with 
a record of specific developmental delays (mainly of 
language functions) in childhood (32— 12.01, 2 d.f., 
P<0.0025), and this was stronger than the association of 
this latter variable with the original ‘schizoid’/control 
dichotomy. 

In an attempt to see whether our ‘schizoid’ subjects fell 
into distinct subgroups (i.e. ‘schizotypal’ and ‘schizoid’ ), 
comparisons were made within the ‘schizoid’ group only 
between those scoring 8 or more and those scoring under 
8 on the Baron scales. Analysis of variance was carried out 
for continuous variables; Fisher's exact probabilities test 
was carried out for dichotomised variables. (Of 8 ‘schizoid’ 
subjects scoring below 8 on the Baron scales, 5 had been 
diagnosed by SW as DSM-III schizoid and 3 schizotypal; 
while of the 24 ‘schizoids’ scoring within the schizotypal 
range on the Baron scales, 7 had been diagnosed DSM-III 
schizoid and 17 schizotypal (NS).) No differences were 
found between high and low scorers on the Baron scales 
for measures of IQ, education, and occupational status; 
nor for paranatal complications, childhood solitariness, 
withdrawal, special-interest patterns, unusual fantasy, 
educational progress, conduct disorder, or aggression. 
Childhood developmental disorders were commoner in high 
scorers (P« 0.05). ' 

Among the adult characteristics, high and low scorers 
did not differ in their living situation, sexual adjustment, 
antisocial conduct, alcohol problems, solitariness, self- 
rating of empathy, interest patterns, abnormal thought 
processes, communicativeness, guardedness, or unusual 
smiling. High scorers did, however, have an overall poorer 
work adjustment (P« 0.005), more psychiatric treatment 
(P« 0.05), and were poorer at mixing ( P«:0.05), used more 
metaphorical speech (P« 0.05), were observed to be less 
empathic (P« 0.01) and more sensitive (P« 0.05), with 
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Table 3 
Differences between the groups on the Baron schedule and 
' on the DIB 

Scale " Test used P value 
Baron standard score Palred t-test — 0.0001 

mean for schizoids: 9.76 

mean for controls: — 5.25 

wk 0.73 
Baron scaled score Palred t-test — 0.001 

mean for schizoids: ‘27.88 i 

mean for controls: 9.41 - " 

wk 1.0 
Individual Baron scales (31 pairs only) 
Wlusions (wk = 1.00) McNemar NS | 
Deparsonaksation (wk =0.46) McNemar : NS 
Ideas for reference (wk 20.33) McNemar «0.05 
Suspiciousness (wk x 0.33) McNemar NS 
Magical thinking (wk =0.28) McNemar «0.05 
Impaired rapport (wk = 1.00) McNemar «0.001 
Odd communications (wk = 0.72) McNemar «0.001 
Soclal isolation (wk = 0.00) McNemar «0.05: ` 
Social arvuety (wk -:0.40) McNemar NS 
Detustons/hallucinations (wk=0.00)  McNemar NS 


DIB statement score 
mean for schizoids: 
mean for controls: 

DIB scaled score Paired t-test. NS («:0.06) 


indvidual areas of functioning on the DIB (31 pairs only) 
Social adaptation (worse m controls) Paired t-test NS (0.08) 


Paired t-test. NS («0.08) 
8.97 5 
8.00 


Impulsa behaviour Palred t-test NS 
Affect Palred t-test NS 
Psychosis Paired t-test — «0.05 


Interpersonal! relationships Paired t-test NS 


wk = weighted kappa for inter-rater reliability; n = 4-9. 


poorer rappart (P<0.05), more often felt an ‘odd man out’ 
(P«0.01) and much more often described unusual 
fantasies (P« 0.001). 

These results do not suggest any systematic differences 
between high and low scorers, such as might distinguish 
DSM-1II schizotypal from DSM-III schizoid individuals. 
The differences suggest rather that high scorers were more 
severely affected. An impressionistic look at the case 
histories of high and low scorers also failed to detect any 
categorical differences between them. 

Table 3 indicates that on both methods for scoring the 
DIB as a whole, the differences between the groups just 
failed to reach statistical significance. If the recommended 
cut-off point for bordertines is used (a scaled score of 37), 
four ‘schizoids’ but no controls are identified as borderline. 

Of the five areas of functioning captured by this 
instrument - social adaptation, impulse/action patterns, 
affects, psychotic phenomena, and interpersonal 
relationships - only one differentiated significantly between 
the two groups of subjects: ‘schizoids’ scored more highly on 
psychotic phenomena (t-test for matched pairs, P « 0.05). 

Although the DIB just failed to differentiate significantly 
between ‘schizoids’ and controls, while the Baron schedule 
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for schizotypal personality disorder did so very highly, 
correlations.between scores on these two scales for both 
groups of subjects together were high (Pearson’s correlation 
between Baron standard scores and DIB statement 
Scores = 0.69, P«:0.0001). This suggests that the overlap 
between what these scales measure is considerable, but that 
the Baron scales specifically identify features of our 
*schizoid' subjects, while the DIB does not. 


Psychosocial adjustment at follow-up 


Three scales for work adjustment were used, one, a five- 
point scale, focusing on work stability and appropriateness 
of the level of work for the subject (weighted kappa = 0.68), 
the second a three-point scale on work relationships 
(weighted kappa = 0.75); and the third a five-point scale on 
overall work adjustment (weighted kappa=0.71). No 
significant differences were found between the groups on 
the first two measures, but ‘schizoid’ subjects had a 
markedly worse overall work adjustment (P<0.005). 
There was no difference between the groups in their 


: domestic circumstances (rated on a six-point scale), that 


is, whether they were living with parents at home, with other 
relatives, in lodgings, with friends, alone in their own home, 
or with a wife or cohabitee (weighted kappa = 1.0); nor in 
the numbers who had left home (20 schizoids and 19 
controls), nor in the mean age at which they had done so 
(20.1 and 19.1 years). 

The differences in marital status (rated on a seven-point 
scale; weighted kappa - 0.94) were not statistically sig- 
nificant (8 schizoids and 13 controls had been married; 3 
in each group were engaged or cohabiting with a 
heterosexual partner; and 21 schizoids and 16 controls were 
single, one of these ‘schizoids’ cohabiting with a homo- 
sexual partner). The mean age at marriage was 25.7 and 
23.0 years respectively. 

The eight-point scale for sexual adjustment (kappa = 1.0), 
however, differentiated the groups well (.P«:0.0001), especially 
when the scale was dichotomised into ''any significant 
heterosexual relationship ever" (17 ‘schizoids’ and 30 
controls) and ‘‘none or fleeting heterosexual relationships, 
or homosexual relationships only’’ (15 ‘schizoids’ and 2 
controls). 

A nine-point scale for assessing the magnitude of 
antisocial conduct since leaving school, in terms of contact 
with law-enforcement agencies (weighted kappa for self- 
reports 0.85) did not differentiate between the groups 
(nine 'schizoids' and 12 controls had had such contact), 
nor did a five-point scale (weighted kappa = 0.44) for 
assessing drinking behaviour (the self-reports of six subjects 


-in both groups indicated a possible drinking problem). 


A five-point scale for treatment for psychiatric complaints 
(weighted kappa for ratings of self-reports = 0.88) showed 
the ‘schizoids’ to have had more such treatment (.P « 0.05). 
Seven ‘schizoids’ had had psychiatric admissions compared 
with five controls, and eight, compared with two, 
respectively, had attended a psychiatric out-patient 
department. 

Among our 32 'schizoids' there were two clear-cut 
(meeting DSM-III-R criteria) and chronic cases of 
schizophrenia. There were none among the controls. One of 
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the schizophrenic patients had a.mother with recurrent 
schizophrenia, the only parent in either group with this 
diagnosis. (Of the seven 'schizoid’ girls so far followed up, 
but not reported here, at a mean age of 27.5 years, one 
had developed a definite schizophrenic illness resulting.in 
admission, compared with none of five controls.) 

A three-point scale for self-reported suicidal thoughts and 
acts since leaving school (weighted kappa = 0.74) did not 
distinguish between the groups, seven 'schizoids' and six 
controls having engaged in some form of suicidal behaviour. 


Replicating the prognostic validation of ‘schizoid’ 
personality in childhood 


Table 4 sets out the differentiation between ‘schizoids’ and 
controls on the various scales devised to capture our five 
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postulated core characteristics of ‘schizoid’ personality. The 
rather poor reliability of many but by no means all of these 
items is evident. This may be because reliability rating on 
this occasion was done on audio-tapes only without actual 
observation of the subjects, and because the interviewer was 
not, as in the previous study, psychiatrically trained. 

At the time of the first follow-up (Chick, 1978), nine 
patients were interviewed by the research psychiatrist in the 
presence of a psychiatric social worker who also completed 
an interview schedule on the basis of the subjects’ responses 
and her own observations. At this time too, work 
adjustment and psychiatric illness were very reliably rated, 
but so were most of the subjects’ responses on the scales 
for the five core ‘schizoid’ features. Inter-rater reliabilities 
for post-interview global judgements were also very good 
for the presence of ‘schizoid’ personality, for odd rapport, 











ef Table 4 
Scales and overall assessments of schizoid personality 
" (31 pairs) 
Scale Tes: used P value! Type of scale No. of cases Weighted 
tated for kappa 

l reliability 
Sobtanness 3 
Solitanness at school t-test pars «0.001 4-point 11 0.28 
Social integration t-teat pairs «0.05 5-polnt 11 0.38 
Social range t-test palrs NS 6-point 10 0.11 
Close friends, whan last seen t-test pairs NS 5-pomt 10 0.74 
Mixing self-assessment: t-test pairs «0.05 5-point 12 0.78 

soltariness, current t-test pairs NS 4-point 12 0.51 
knpaired empathy, and emotional detachment 
Empathy, self-rating _ t-test pairs <0.001 3-point 12 0.74 
Emotional detachment t-tes: pairs NS 4-point 12 0.40 
Empathy; observer rating t-tes: pairs « 0.0001 4-pomnt 12 0.45 
Rapport, observer rating t-tes: pairs «0.05 9-point 12 0.06 
Sensrivity 
Over- or undersensitive McNemar «0.05 4-paint 12 0.23 
Oversensitive, observer rating t-test palrs <0.0001 4-point 12 0.45 
Feels ‘odd man out’, self rating t-test pairs «0.0001 3-point 11 0.37 
Righty of mental set 
Obsessionality/rigidity t-test pairs NS (<0.07) 4-point 12 0.45 
Single-minded pursuit of special 

Interests t-test pairs, «0.001 4-pomt 12 033 
Unüsual modes of communication 
Abnormal thought processes t-test pairs <0.0001 4-pomt 12 0.35 
Over- and undercommunicative McNemar «0.001 6-point 12 . 0.46 
Metaphorical speech t-test palrs «0.01 3-point . 11 0.62 
Limited or excessive amiling McNemar «0.01 4-polnt -= - 
Limited or excessive eye contact McNemar «0.05 4-point - - 
Other features i 
Abnormal motor behaviour t-test pairs <0.05 6-point - - 
Excessive fantasy reported t-test pairs «0.05 6-point -10 0.38 
interviewer's global ratings (32 pairs) 
Overall rating of achizold traits 

(SW's and JC's definition) t-test pairs «0.0001 3-point 12 0.40 
Psychiatric illness t-test pairs <0.006 4-polnt - 12 0.81 


1 All mgnificant differences between the two groups were in the direction of greater abnonnakty among the schizoid than the control 


subjects. 
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Table 5 
Interviewers' overall ratings of schizoid personality 
Schlzoid Fyrst follow-up! (Chick, Second follow-up’ 
personality at 1978) (mean age (present study) (mean 
follow-up 22 years) age 27 years} 
diagnosed controls diagnosed controls 
schizoid in schizoid 
childhood m childhood 
(n=22) (n=22) 232) $6232) 
Definitely 
present 18 1 16 3 
Doubtful or mild 2 1 11 6 
Definitely 
absent 2 20 5 23 


1. In both follow-up studies, 17 schizoids and 13 controls parti- 
cipated, 


over- and undertalkativeness, odd forms of communicating 
and sensitivity, although not good for the observer's rating 
of impaired empathy. 

Table 5 presents the correspondence between the social 
work interviewer's blind overall diagnosis of 'schizoidness' 
in the two groups in the present follow-up, with that of 
the research psychiatrist using the same measure in the 
earlier follow-up study. Differentiation was highly sig- 
nificant on both occasions, although less than perfect in 
the present study, the social worker using the ‘doubtful or 
mild' category more often. 

Table 6 sets out the results at the first and second follow- 
up, of the significance of the discrimination between 
*schizoids' and controls of ratings on items contributing 
to the postulated five core features of 'schizoid' personality. 
It is clear that now, at a mean age of 27 years, most of 
the items devised to capture the five postulated core features 
of ‘schizoid’ personality still discriminate highly between 
the two groups, and that, because the groups were larger, 
discrimination was greater than at the time of the first 
follow-up. While questions about mixing with other people 
and the numbers and types of social contact the subject 
had had in a defined period of time differentiated between 
‘schizoids’ and controls, the absence of experiences of 
significant heterosexual relationships was the most 
discriminating item defining solitariness. As before, impaired 
empathy was highly characteristic of our 'schizoid" subjects, 
as was sensitivity and a feeling of being an ‘odd man out’, 
once we had redefined sensitivity to exclude feeling sensitive 
about a real disability or other disadvantage. As previously, 
the only item defining rigidity of mental set that 
distinguished between the groups was the ‘single-minded 
pursuit of special interests'. Unusual modes of communi- 
cation was especially distinguished by the observer's 
assessment of abnormal thought processes, and of over- 
or undercommunicativeness. 

While the overall Baron scores were highly discriminating, 
a number of our own interview scales differentiated between 
‘schizoids’ and controls much more highly than the 
individual Baron scales. 

An impressionistic assessment of ‘special giftedness’ in 
childhood and adult life (the.exercise of which scored on 
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Table 6 
Results at the first and second follow-up for the significance 
of the discrimination between schizoids and controls of 
items designed to capture the five core features of schizoid 
personality and of items deflning psychosocial adjustment 


items First follow-up Second follow-up 
(Chick, 1878) (present study) (a= 
(n= 22, mean 32, mean age 
age 22 years) 27 years) 
Sobktenness 
Social integration - <005' 
Social range <0.05 NS! 
Close friends NS NS! 
Mixing (self-assessment) NS <0 08' 
Prefers solitarmess «0.025 NS' 
No current girifriend/ 
wife «0.01 Significant 
Heterosexual Intercourse heterosexual <0.001 
(ever) «0.05 relationships 
Impaired empathy and emotronal detachment 
Emotional detachment «0.05 NS! 
Empathy, self-rating «0.05 «0.001! 
Empathy, observer rating <0,005 «0.001' 
Rapport, observer rating NS «0 06' 


Sensitivity 

Oversensitive, self-rating NS Over- or under- <0 O5! 
sensttive self- 

rating, redefined 
Oversenaitive, observer 


rating NS Redefined <0.001' 
Feels an ‘odd man out’ NS «0.001' 
Rigicty of mental set 
Obsessionality NS Obsessionality 
Obsessional thoughts NS redefined NS! 
Obstinacy NS 
Single-minded pursurt of 
special mterests «0.026 «0.001! 
Unusual modes of communication 
Overtalkative «0.05 Over- or under- 
Unguarded communicaton <0,025 communicative <0 001! 
Under communicative NS 
Odd forms of Abnormal 
communication «0.025 thought 
processes | «0,001 
Metaphorical 
speech — «0 01' 
Abnormal eye contact NS « 0.05! 
Abnormal smiling NS «0.01! 
Other features 
Excessive fantasy NS «0 06' 
Abnormal motor 
behaviour NS <0 06' 
Psychosocial adjustment 
Work adjustment NS ‘Overall’ — «0.006 
Occupational class NS «c NS 
Psychiatnc attendances 
after 16 years «0.025 « 0.005 
Involvement with the law NS NS 
Alcoho! problems NS NS! 
1. n331. 
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the scales for special-interest pattern identified among the 
*schizoids': four children with exceptional drewing skills 
which persisted in two; three with exceptional or idio- 
syncratic literary skills which persisted in two; two with 
exceptional electronic/mathematical gifts used in their adult 
Occupations; and one with musical gifts which had 
determined his career. Among the controls, two had in later 
adolescence developed outstanding athletic skills and one 
developed a late talent for art, becoming an art teacher. 


Discussion 


The intellectual level of the subjects in this study both 
in childhood and adult life, as well as their later 
psychosocial adjustment, confirm that they were, as 
a group, very different from the individuals diagnosed 
as having ‘Asperger’s syndrome’ by Wing (1981) and 
Tantam (1986), but probably not so different from 
the Jarge number of cases seen by Asperger himself 
(Paper I, this issue, pp. 615—620). Although our 
subjects resembled the ‘eccentrics’ in the community 
studied by Weeks (1989) in intellectual level and social 
adjustment, this latter group had low ratings for 
schizotypal personality features, for antisocial con- 
duct, and for solitariness. 

Our study shows that it was possible to identify 
a group of attenders at a child psychiatry clinic with 
specific and enduring personality features. Not only 
did an independent interviewer discriminate reasonably 
well later in life between such individuals and other 
attenders, but three-quarters of the children diagnosed 
‘schizoid’ at a mean age of just under ten years 
showed the features of DSM-III schizotypal per- 
sonality disorder at a mean age of 27 years using a 
reliable and valid schedule (Baron ef al, 1981). Only 
six out of 32 control subjects were, on this schedule, 
classified as schizotypal in adult life. This may suggest 
that a majority of children labelled ‘schizoid’ have 
enduring disorders of the schizophrenia spectrum 
type. Some confirmation of this comes from the 
finding that two of the 32 schizoid boys at a mean age 
of 27 years and, so far, one of seven ‘schizoid’ girls 
at a mean age of 27.5 years, developed clear-cut schizo- 
phrenic illnesses in young adult life, a proportion 
greater than expected for the general population and 
similar to that found by Nagy & Szatmari (1986) in a 
group of schizotypal children, and by Fish (1986) in the 
offspring of schizophrenic mothers. The numbers are, 
of course, too small to be more than suggestive. Weber 
(1979) too, reporting in detail on a patient with 
Asperger’s autistic psychopathy of childhood who-de- 
veloped schizophrenia in late adolescence, refers to 
several other such cases she has known. At the same 
time it must be stressed that only a single parent of the 
‘schizoid’ subjects had schizophrenia: the mother of 
a boy who himself developed this illness later. 
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No systematic differences were detected within the 
‘schizoid’ group between high and low scorers on the 
Baron scales and no clear diagnostic subgroups were 
evident. Tyrer & Ferguson (1987) have argued against 
firmly distinguishing between schizoid, schizotypal, 
and paranoid personality disorders until the reliability 
and validity of this differentiation have been 
established, and suggest that meanwhile the label 
‘schizoid personality disorder’ should be applied in 
a broad sense. Our findings would suggest that it may 
not be warranted, as in ICD-10 (World Health 
Organization, 1987; Rutter, 1989), to classify 
schizotypal personality disorder and schizoid/ 
Asperger disorder in separate categories, that is, 
with the schizophrenias and the autistic. disorders 
respectively. 

The DIB just failed to differentiate significantly 
between our two groups of subjects, although the 
four with definitely abnormal scores were all in 
the ‘schizoid’ group. Borderline and schizotypal 
features as assessed on the DIB and Baron scales did, 
however, correlate highly with each other, in line 
with the findings of Kutcher et al (1987, 1989). 

Although the results of reliability testing of our 
research interview were less than adequate for 
many of.the items making up the postulated core 
features of the ‘schizoid’ syndrome, there is neverthe- 
less confirmation that reliably rated items indicative 
of solitariness and impairment of intimate hetero- 
sexual relationships; impaired empathy, and unusual 
modes of communication, as measured by the scale 
for metaphorical speech, significantly distinguished 
the former ‘schizoid’ patients from the controls. In 
addition, less reliable but highly discriminating scales 
were those for sensitivity, for the single-minded 
pursuit of special interests and for a number of other 
scales measuring impaired empathy and odd modes 
of communication. It should be stressed that the 
level of significance of the differences between the 
two groups of subjects was, on the whole, higher 
than at the previous follow-up, presumably because 
the groups were bigger (32 as compared with 22 
matched pairs). 

This second prognostic validation study thus 
confirms the five core features postulated for the 
syndrome, except that rigidity of mental set, so 
strikingly evident in childhood as an apparently 
wilful insistence to follow only their own inclinations 
without concession to the needs of others, is not 
borne out, at least not on any of the scales used, 
except for the single-minded pursuit of special 
interests. 

The statistical comparisons presented between the 
*schizoids' and their matched controls cannot do 
justice to the wide variety of individual outcomes 
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found in both groups. Some of the former ‘schizoid’ 
children were charming, occupationally productive 
and creative people, some still with a painful sense of 
social and emotional isolation, some leading a happy 
family life, and some still with much vivid and idio- 
syncratic fantasy. A very few, with limited intellectual 
abilities, led a most restricted life, still in the family 
home: inhibited, solitary and odd. Some were flam- 
boyantly sociopathic, with unstable but intense, even 
aggressive, personal relationships; and two had been 
in and out of hospital with schizophrenic symptoms. 
Among the controls too, outcome ranged from a 
happy marital adjustment and a creative working life 
to a marginal life adjustment with recurrent delin- 
quency, in two cases associated with solitariness, but 
in others with unstable intimate relationships. One 
of the controls was handicapped by the after-effects 
of a serious road accident, and another was crippled 
by long-standing neurotic symptoms. 

As previously, the rates of psychiatric hospital 
attendance and assessed psychiatric disorder were 
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significantly higher in the 'schizoid' group but, again 
as previously, not the rates for antisocial conduct or 
alcohol problems. While suicidal thoughts and acts 
had distinguished between the groups at 22 years, 
this was no longer so. 

Educational and occupational levels of probands 
and controls were comparable, but overall work 
adjustment was significantly worse in the 'schizoid' 
group. 

In conclusion, the children diagnosed as having 
a ‘schizoid’ personality disorder in middle childhood 
retained their specific personality features well into 
adult life, when three-quarters of them fulfilled the 
DSM-III diagnostic criteria for schizotypal personality 
disorder. They remained socially more isolated, 
fewer had experienced significant intimate hetero- 
sexual relationships, and more of them had sought 
psychiatric help in adult life. Although a majority 
appear to have schizophrenic spectrum disorders, the 
risk of developing schizophrenia is likely to be quite 
small. 


Acknowledgements, references, and author details are given at the end of Paper III, this issue, pp. 634-635 
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‘Schizoid’ Personality in Childhood and Adult Life 
W: The Childhood Picture 


SULA WOLFF 


The childhood case records of 32 ‘schizoid’ children and 32 matched controls were analysed. 
‘Schizoid’ children were characterised by solltariness, unusual fantasies, special interests, 
and specific developmental delays, especially of language-related skills. They were of average 
or above-average IO, and half presented with other, common, child psychiatric syndromes 
It is important to distinguish ‘schizoid’ children from children with reactive psychiatric disorders. 


"This paper describes some of the childhood character- 
istics of 32 ‘schizoid’ children in a retrospective, 
comparative study of the clinical case records. Papers 
I and II (this issue, pp. 615-629) make clear that 
these ‘schizoid’ children resembled children described 
by Asperger (1944) but were less seriously impaired 
than subjects reported by others under the diagnostic 
label of *Asperger's syndrome' (Wing, 1981; Tantam, 
1988a,b; Gillberg, 1989), regarded as a pervasive 
developmental disorder. 


Method 


The selection, pairwise matching and tracing of 32 ‘schizoid’ 
children and 32 other children referred to a child psychiatric 
department are described in Paper II, as are these 
children’s ages at referral, duration of clinic contact, 
occupational class of father and measured IQ. In brief, they 
had been referred in middle childhood (mean age just under 
10 years, range 4-14) were of slightly above-average 
intelligence (mean maximum tested IQ 109.5, range 85-142) 
and came from an upwardly skewed social class. 
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Inevitably, the data which form the basis for this report 
had not been systematically collected or recorded. Some 
case notes were very detailed, others more sketchy. While 
the author had personally seen all the ‘schizoid’ children, 
the controls had been evaluated by a numbe of different 
clinicians. The author’s views about ‘schizoid’ personality 
in childhood may have biased the initial history taking and 
recording of clinical data. Further bias mzy have been 
introduced by the fact that the author, who made all the 
subsequent ratings of the childhood records, Enew whether 
the child was in the ‘schizoid’ or control group. Despite 
these reservations it was thought that an aralysis of the 
„available childhood information would ampli=y the clinical 
picture and would, in particular, indicate how the two 
groups of subjects followed up had differed as children. 

The following information was systematically extracted 
from the case notes: all symptoms mentioned in the referral 
letters and by the parent(s) when first seen; all other 
symptoms recorded; obstetric complicatiors (including 
mention of antepartum haemorrhage, high blood pressure, 
pre- and post-maturity by two weeks or more, birth weight 
under 2500 g, prolonged labour, Caesarean section, forceps 
delivery of any kind, malpresentation of any kind, ‘cord 
round neck’, birth asphyxia, resuscitaticn measures 


applied); serious organic illnesses, accidents and handicaps . 


of the child; any evidence of cerebral dysfunction; 
prolonged separations from parents and home other than 
for holidays; family disruption due to parental death, 
divorce or separation; sibship size; evidence fcr psychiatric 
iliness and 'schizoid' personality disorder cf parents; a 
family history of specific developmental discrders; and a 
history of delinquency or other antisocial conduct in other 
members of the family. 

In addition, a judgement was made whether overall the 
child was withdrawn, outgoing or neither. This was done 
because it is commonly held that social withdrawal and 
uncommunicativeness characterise schizoid personality. The 
author’s experience is that children with the core features 
of ‘schizoid’ personality as previously descr bed may be 
socially withdrawn and uncommunicative or, on the 


contrary, verbally and socially outgoing although in an. 


inappropriate way. 

The services used were noted, in terms of special 
educational services; social work; contact with law- 
enforcing agencies; and admission to psychiatric in-patient 
units for children. 

The presenting complaints were categorised as follows: 
none; conduct disorder; mixed conduct and emotional 


disorder; emotional disorder; hyperkinetic syridrome;’ 


school refusal; elimination disorder - soiling; elimination 
disorder - enuresis; educational failure of any kind; no 
clinical syndrome other than ‘schizoid’ persona ity disorder. 

Symptoms overall were rated in terms of specific 
developmental delays (in relation to the child's age and IQ) 
of language, educational or motor functioning (three-point 
scale: none; one; more than one or serious); overall 
educational progress (three-point scale: good or normal; 
some or doubtful difficulty; definite difficulty). elimination 
disorders (three-point scale: none; mild enuresis or 
encopresis; severe enuresis or encopresis or bo:h); conduct 
disorders of any kind (three-point scale: absent or trivial; 
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monosymptomatic or multiple but not serious; serious - 
either charged with offence or multiple or very serious 
thefts, or very aggressive with consequent school exclusion 
or actual injury to someone else, or serious fire setting); 
stealing (three-point scale: none; mild or single incident; 
multiple or severe); aggression (three-point scale: none; mild 
or single incident; multiple or severe); unusual fantasies 
mentioned as such, or ‘romances’, ‘can’t tell truth from 
fiction’, ‘tells fantastic stories’, etc. (three-point scale: none; 
mild or doubtful; definite or severe); special interests or 
collections (three-point scale: none; mild or doubtful; 
definite); being a ‘loner’ or described as ‘solitary’, or ‘can’t 
make friends’, or ‘poor mixer’, etc. (yes or no). 

Of these measures, ratings of family disruption, obstetric 
complications, contact with law-enforcing agencies, specific 
developmental delays, conduct disorders, stealing, and 
unusual fantasies, had in a previous study been found to 
have satisfactory inter-rater reliabilities (Wolff & Cull, 
1986). i i 

In the statistical analysis, the t-test for matched pairs was 
used for continuous variables; the McNemar test was used 
for matched pairs for dichotomous variable. 


Results 


Table 1 sets out a categorisation of presenting complaints. 
The distinguishing features in the ‘schizoid’ group are, not 
surprisingly, symptoms directly expressing this disorder, but 
also the presentation with educational failure and the ranty 
of emotional disorders. Sixteen ‘schizoid’ children presented 
with symptoms which could be categorised within the range 
of the common child psychiatric disorders on axis 1 of ICD- 
9 (World Health Organization, 1978). The presenting 
symptoms of the 10 'schizoid' children appear in 
Appendix 1. 

Table 2 indicates that significantly more 'schizoids' than 
controls had had specific developmental delays of language, 
or educational or motor functioning (P« 0.005). Among 
the 16 control children with at least some recorded specific 
developmental delays, most had difficulties only with 
reading and spelling. Three had mention of arithmetical 


Table 1 
Categories of presenting complaints m 'schizolds' and 
controls 


'Schlzokis' Controls 


None 

Conduct disorder 

Mixed disorder. - 

Emotional disorder 

Hyperkinatic syndrome 

School refusal 

Soilng 

Enuresis 

Educational fallure 

Multiple symptoms of ‘schizoid’ 
personality 10? - 


QQ! => eNe! 
pes 
tawwe NOOA 


1 Child symptom-free, mother depressed, severe mantal problem. 
2. See Appendix 1. 
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Table 2 
Specific developmental delays in ‘schizolds’ and controls 
i 'Schizoids’ Controls 
None eal i 9 16 
One . 8 12 
More than one or serious 15 4 
_ Not known - 1 


difficulties; four were reported as clumsy; and only one as 
slow in starting to speak. In contrast, among the 23 
‘schizoids’ with at least some specific developmental delays, 
quite apart from mention of poor reading and spelling, five 
had mention of arithmetical difficulties, eight were reported 
as clumsy (the disability amounting to a dressing dyspraxia 
in one case), and 14 had abnormalities of language 
development. Among this last group, six had delayed speech 
only, two had associated dyslalia, three in addition had 
expressive language difficulties, one had both expressive 
and receptive language difficulties, one, had had a period 
of loss of speech (from 244 to 344 years), and one was 
reported as having abnormalities of language use. Three 
schizoid children but no controls had presented with elective 
mutism. Language delays, specific educational delays of 
various kinds, and clumsiness were often associated with 
each other. 

Three of the 'schizoid' children but no controls had had 
symptoms suggestive of autism, one of these presenting with 
elective mutism later (see Appendix 2). At follow-up their 
intellectual functioning was within the average rather than 
the above-average range, and two tested higher (by 14 and 
16 points) on the Mill Hill Vocabulary than the Raven's 
Matrices test. ' 

While the overall educational progress of the 'schizoids' 
was worse than that of the controls (18 of the former and 
only 9 of the latter having had ‘definite difficulties’), the 
difference just failed to reach statistical significance 
(P 0.054). 

Conduct disorder or stealing did not distinguish between 
the groups. Slightly more 'schizoid' children had been 
recorded as aggressive (10 mildly and 8 severely so, 
compared with 8 and 5 among the controls), but the 
difference was not statistically significant. Nor did 
the groups differ significantly in the presence of elimination 
disorders. 

On the other hand, unusual fantasies were much more 
often recorded for the ‘schizoids’ (11 schizoids compared 
with no controls having had multiple or striking fantasies; 
P<0.001), as were special interests (definitely present in 
17 out of 32 schizoids and in none out of 32 controls; 
P«0.001); and being, a loner (24 out of 32 schizoids 
compared with 4 out of 32 controls; P« 0.001). The basis 
for these ratings was found not only in the clinical record, 
but in the referral letters, especially from school psychologists 
and teachers. 

Among the ‘schizoids’, 10 were rated as ‘withdrawn’, 
including the three with elective mutism, 18 as ‘outgoing’, 
and 4 as neither. Among the controls, three were 
‘withdrawn’, seven ‘outgoing’, three neither, and in 19 cases 
there was insufficient information. 
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Obstetric complications of any kind were recorded for 
more 'schizoids' than controls (15 out of 32, compared with 
10 out of 29 ~ no information was available for 3 controls); 
serious illnesses, accidents or handicaps were recorded for 
more controls than schizoids (3 out of 32 schizoids, and 10 
out of 32 controls). Neither difference reached statistical signi- 
ficance, nor did recorded evidence for cerebral dysfunction 
(such as a history of epilepsy, an abnormal EEG, abnormal 
neurological signs on examination, pervasive hyperactivity 
with poor attention span, a marked discrepancy between WISC 
verbal and performance scores, or an abnormal Bender 
Gestalt test). It must be stressed that neurobiological deficits 
were not systematically assessed and EEG recordings were 
done only if an abnormality was suspected on clinical grounds. 

Twenty-eight of the 32 ‘schizoids’ lived with both their 
own parents at the time of referral compared with 22 of 
the 32 controls, a non-significant difference. In addition, 
there was parental discord in the structurally intact families 
of four ‘schizoid’ and three control children. There was 
also rio significant difference in prolonged separations from 
parents and horne experienced by the two groups of children. 
Although family size, in terms of the number of the child's 
siblings or half-siblings, also failed to distinguish statistically 
between the groups, control children had somewhat larger 
families (mean sibship of 'schizoids' 1.81 (s.d. 0.97); mean 
sibship of controls 2.35 (s.d. 2.12)). 

-Nine mothers in each group were rated as having had 
a definite psychiatric illness (usually depressive); five fathers 
of ‘schizoids’ and four of controls were given such a rating. 
One mother of a 'schizoid' boy had a relapsing schizo- 
phrenic illness. 

Significantly more mothers of ‘schizoids’ were themselves 
rated as doubtfully or definitely ‘schizoid’ (18 out of 31, 
compared with 2 out of 26 controls where there was judged 
to be sufficient information; P« 0.001). Among the fathers, 
such ratings were made in 18 out of 31 ‘schizoid’ cases and 
in 3 out of 24 controls (P« 0.01). 

A family history of developmental delays in language or 
learning or motor skills was recorded in six 'schizoid' 
children and no controls. Delinquency in other family 
members was recorded as doubtfully present in one ‘schizoid’ 
case and as definitely present in five controls (P « 0.05). 
' -There was no significant difference between the groups 
in their use of special educational services: 10 control and 
15 ‘schizoid’ children used no such service; six ‘schizoid’ 
and three controls had been in special residential schools. 
Social-work contacts (recorded for four control and five 
*schizoid' children) and the child's involvement with the 
Scottish children's hearings or the courts (five and four 
instances respectively) also did not distinguish significantly 
between the groups. Two children in each group had spent 
time in a children's home and one in each group had been 
to a 'List D' school (community home with education). 
While nine 'schizoid' and four control children had been 
admitted to a psychiatric in-patient unit for children, the 
difference was not statistically significant. 


Discussion 


It is clear that-the children we have called ‘schizoid’, 
while probably resembling Asperger’s own cases of 
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‘autistic psychopathy of childhood’, were less 
handicapped than the series of cases of ‘Asperger’s 
syndrome’ described by Wing (1981), Tantam 
(1988a,b), Gillberg (1989) and Szatmari et al 
(1989a,b). Our children were not usually referred 
until of school age, their mean IQ was above average 
(higher even than that of the series of schizotypal 
children reported by Nagy & Szatmari (1986)) and 
only three had earlier had some of the symptoms of 
childhood autism, including echolalia, compared 
with the presence of echolalia in a third of the cases 
of ‘Asperger’s syndrome’ reported by Szatmari ef 
al (1989a,b). 

Yet, as in this latter series of cases, the underlying 
disorder was often obscured by other psychiatric 
syndromes. Sixteen of our ‘schizoid’ children 
presented with conduct or mixed disorders, with 
hyperkinesis, school refusal, soiling or. emotional 
disorder. In six cases educational failure was the 
salient problem, and only 10 of the 32 presented with 
symptoms of the ‘schizoid’ disorder itself. Emotional 
disorder without associated conduct disorder was 
rare. 

The features that most highly differentiated 
*schizoids' from controls were the presence of unusual 
fantasies, special interests (including collections), and 
being described as a ‘loner’. On the other hand, 
‘schizoid’ children were by no means always socially 
withdrawn, with over half being described as outgoing. 

The other highly differentiating feature was the 
presence of developmental delays. These were 
specific and not pervasive, and affected language- 
related skills much more often than motor skills. 
Although the language abnormalities never amounted 
to serious and persisting language delays, one 
proposed criterion for ‘Asperger’s syndrome (or 
schizoid disorder of childhood)’ in ICD-10 (Rutter, 
1989) in the section of the pervasive developmental 
disorders, ‘no general retardation of language’, will 
need modification. Our series of children were not like 
well functioning autistics only with deficits in the right 
rather than left hemisphere. On the other hand, their 
impairments may be equivalent to those found to 
excess in the siblings of autistic children: specific 
developmental disorders of language and reading 
associated with ‘social deficits’ and norma! intelligence 
(Bolton & Rutter, 1990). The association of specific 
developmental language disorders with social deficits 
has also been documented in a follow-up study of 
children with receptive dysphasia (Cantwell er al, 
1989). Despite improved language functioning, these 
children later had difficulties in friendship formation 
and ‘sympathy’. These authors suggest that the social 
difficulties are not secondary but constitute a basic 
part of the developmental disorder. 
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Bishop (1989) also refers to the social impairments, 
resembling those of ‘Asperger’s syndrome’, of 
children with specific developmental language 
disorders. She suggests a two-dimensional model for 
autistic-type disorders, with impaired meaningful 
verbal communication on one axis and impaired 
social relationships with circumscribed interests on 
the other. Asperger’s syndrome, on this model, 
would overlap both with autism and with specific 
language disorders, but would be characterised by 
low scores on the language-disorder dimension and 
high scores on the social-impairment/circumscribed- 
interests dimension. 

Three of our 32 ‘schizoid’ children had presented 
with elective mutism, compared with a population 
prevalence of 0.8 per 1000 of seven-year-olds (Kolvin 
& Fundudis, 1981). While the 24 children with 
elective mutism in the latter study differed in sex 
ratio, IQ, and overall personality traits from our 
‘schizoid’ children, there was, as in our group, a 
particular association with specific developmental 
delays. Our numbers are of course very small, but 
they suggest that, among children with elective 
mutism, there will be some fulfilling the criteria for 
‘schizoid’ personality disorder. It is of interest that 
Gillberg (1989), in a survey of 23 children with 
Asperger’s syndrome (using Wing’s (1981) definition), 
found two cases with a history of elective mutism 
in a first-degree relative. 

It might be argued that, if the aetiology of the 

‘schizoid’ children’s psychiatric disturbance was 
largely constitutional, a result of their personality 
make-up, one should find that the control group of 
children had been exposed to more environmental 
adversities. The only evidence to support this is their 
significantly higher family history of delinquency, 
their non-significantly larger family size (although 
this may be accounted for by their slightly lower socio- 
economic background) and their non-significantly 
greater experience of family disruption and serious 
illness or handicap. 

Recorded psychiatric illness among the parents was 
similar in the two groups, but significantly more 
mothers and fathers of ‘schizoid’ children were 
themselves judged to have ‘schizoid’ personality 
characteristics. The validity of these assessments, 
however, may be questioned in the light of a previous 
study in which a clinician’s assessment of ‘schizoid’ 
traits in parents agreed poorly with that of blind 
interviewers using a semistructured interview (Narayan 
et al, 1990). The information is presented only 
because it agrees with the clinical observations of 
Asperger (1944) and others (e.g. Weil, 1953). 

In summary, the ‘schizoid’ children we have followed 
up, three-quarters of whom fulfilled DSM-III criteria 
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for schizotypal personality disorder in adult life, were 
in childhood distinguished by solitariness, unusual 
fantasies, special interests, and specific develop- 
mental delays, especially of language-related skills, in 
the presence of average or above-average intelligence. 
Their underlying disability was often obscured by 
other child psychiatric syndromes. While a very few 
resembled autistic children in early life, and their core 
personality features had much in common with the 
features of childhood autism, their overall functioning, 
their educational and other treatment needs and, 
especially, their prognosis were very different from 
those of autistic children. 

Two main conclusions emerge from this further 
follow-up study, one of clinical and one of 
theoretical importance. Firstly, among ‘schizoid’ 
children there will be a few with serious disabilities 
resembling those of children with autism or other 
pervasive developmental disorders (Wing, 1981; 
Tantam, 1988¢,5). The majority, however, are less 
disabled and superficially resemble children with 
reactive conduct and emotional disorders. They need 
to be distinguished from such children because the 
nature of their underlying disorder, their treatment 
needs, and their future outlook are different. 

Secondly, while ‘schizoid’ disorders as we have 
defined them are likely to be on a continuum with 
Wing's ‘Asperger’s syndrome’ (1981) and with autism, 
our findings reported in Paper II also support the 
idea that, in a majority of cases, they are equivalent 
to DSM-III schizotypal personality disorder and 
hence overlap, with -the schizophrenia spectrum 
disorders. Although this is not a currently accepted 
notion, the possibility exists that one necessary but 
insufficient causal factor both for some forms of 
schizophrenia and for high-level autism may be a 
genetic predisposition to the cognitive and social 
impairments we have described in 'schizoid" children. 
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Presenting symptoms of 10 ‘schizoid’ children which could 
not be categorised in other ways ‘ 


(1) Disorganised work; lives in fantasy world; eccentric; 
„has a single interest (electronics); solitary; intro- 
spective; has compulsive ‘clicking’. ' 

(2) Delusional episode; cannot mix socially; lives in 
persecutory dream world; does not want to go to 
school; restless; odd movements. 

(3) Elective mutism; stammer; enuresis; socially with- 
drawn; picks at himself; fights at school; associates 
with wilder boy. 

(4) Elective mutism; poor mixer. 

(5) Obstinate; obsessional questioning; insensitive to 
feelings of others; noisy and objectionable; always 

, interrupting at home; friendless and too quiet at 
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school; cannot get off to sleep at night; lacks 
initiative; will not get up and get dressed for school. 

(6) Callous re adoptive father’s disability; told speech 
therapist (seen for stammer) that parents were dead 
and he lives with grandparents; excessively un- 
guarded; good at creative writing; gave talk on 
astronomy at school; joined railway society; refuses 
to join in team games and scouts; temper tantrums 
at school; threatens to throw things; withdrawn; 
poor mixer (one friend only); obsessional habits; 

. little eye contact. 

(7) Elective mutism; hyperkinetic; threatens mother 
with poker; avoids sports; afraid to sleep alone; a 
loner; shy; aggressive and threatening under stress; 
explosive if crossed (tense since 12 months - mother 
had wondered about autism). 

(8) Solitary; others gang up on him; he mimics them; 
quarrelsome and aggressive; attention seeking; sullen; 
loses control and screams; restless; very objective 

, about himself; has enjoyed music since aged three. 

(9) Repetitive; obstinate; perseverative; unusual; sits 
alone in the dark; talks nonsense to himself; wets 
himself daily; under stress threatens to burn the 
school down; knows about ‘the olden days’; keen on 
music in an adult way; does not want to be Scottish; 
too unguarded. 

(10) Restless; flares up for no reason; concentrates only 
when interested; very difficult to shift from own 
goals; destroys belongings of others; has difficulty 
expressing his thoughts; gets frustrated and often 
cries; hits and pushes without malice; cannot cope 
in the playground; very fixed ideas (since infancy); 
cannot hold a rational conversation — only talks 
about Ais concerns; extraverted; affectionate and 
popular with other children but likes solitary play 
with Lego; puts hands over ears in classroom; has 
a sleep problem; unguarded; does not pick up social 
cues, but is not withdrawn or solitary; lacks normal 
anxiety. 


Appendix 2 


Symptoms suggestive of autism in three ‘schizoid’ children 
(diagnosis of autism never made) 


(1) Referred at 12 years. Then had gaze avoidance; very 
reserved; poor mixer; elective mutism; speaks in 
very soft voice when he does speak; draws trains 
repetitively; never asks questions about life and 
death matters; very docile; WISC verbal IQ 73, per- 
formance IQ 85. (Early history not well known 
because he then lived with a different parent.) 

(2) Referred at 544 years. Past history only of gaze 
avoidance, occasional echoing, talking to himself, 
obsessional patterns (i.e. insisting on eating alone 
in kitchen, ‘stuck on tomato soup’, manneristic move- 
ments). Spoke well by three years, although still with 
expressive difficulties at 54. WISC verbal IQ 88, 
performance IQ 91. 

(3) Referred at 614 years. Had stopped speaking between 
24% and 3% years. History also mentioned gaze 
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avoldance and some echolalia. Neurologist diagnosed 
‘true minimal brain damage’ affecting brain-stem and 
compatible with birth asphyxia. No obstetric details 
available. No focal abnormalities on EEG. WISC 
verbal IQ 91, performance IQ 100. 
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Coherence on Electroencephalography and 
Aberrant Functional Organisation of the Brain in 
Schizophrenic Patients During Activation Tasks 


SANDRA L. MORRISON-STEWART, PETER C. WILLIAMSON, WILLIAM C. CORNING, 
STANLEY F. KUTCHER and HAROLD MERSKEY 


Thirty schizophrenic patients (20 medicated, 10 off medication) were compared with 30 normal 
control subjects matched for age, sex, handedness, and intelligence. Durlng the performance 
of left-hemisphere cognitive activation tasks, normal subjects had significantly increased EEG 
alpha coherence in areas related to left focal frontal sites, wrth decreases in temporal and 
posterior areas. Schizophrenic patients did not show the same degree of focal activation of 
left frontal areas. During the perfcrmance of right-hemisphere cognitive activation tasks, normal 
subjects and schizophrenic patients had similar patterns of right posterior Increases in alpha 
coherence. Discriminant analyses were able to classify 81.4% of all subjects correctly. It Is 
suggested that the findings indicate an aberrant functional organisation of the braln In 


schizophrenia, particularly affecting the left hemisphere. ' 


Current theories of chronic schizophrenia suggest 
that it is a brain disease. The presumed brain 
pathology is subtle in nature and has not been 
identified; precise localisation of the primery damaged 
site or sites of dysfunction is difficult to achieve. 
Nevertheless, using a variety of investigative measures, 
the brain structures most often implicated are the left 
frontal and temporal neocortex, the limbic system, 
and the brain-stem (Zec & Weinberger, 1986). 

Recent brain-imaging studies have fourd abnorma- 
lities primarily in the left frontal lobes of schizophrenic 
patients (Buchsbaum & Haier, 1987; Williamson et al, 
1989; Garza-Trevino et al, 1990). The most significant 
differences from normal patterns in studies of regional 
cerebral blood flow arise during the performance of 
cognitive tasks which require sustained left-hemisphere 
frontal-lobe activation (Berman ef al, 1986, 1988; 
Weinberger et al, 1986, 1988). Positron emission 
tomography (PET) studies have generally shown lower 
frontal metabolic rates in schizophrenic patients com- 
pared with normal controls, both at rest (Weinberger 
& Berman, 1988) and during the performance of 
cognitive activation tasks (Cohen et al, 1987; Volkow 
et al, 1987; Buchsbaum & Hazlett, 1989). 

The technique of measuring electroencephalo- 
graphic (EEG) coherence can also be used to 
investigate how various brain areas respond to 
cognitive activation tasks (Shaw, 1981). EEG 
coherence provides a measure of the correlation 
between two EEG signals for any given frequency 
band. Coherence gives an indication of which 
particular brain areas are correlated (or ‘working 
together’ ) in either the resting or activated state. In 
coherence research, it is postulated that the coherence 


(or correlation) between signals from two different 
brain regions should increase (compared with 
baseline conditions) as these regions become involved 
in related cognitive activity. For example, increased 
coherence between specific electrode sites in the right 
hemisphere during the performance of spatial tasks 
has been interpreted as reflecting right-hemisphere 
processing (Beaumont et al, 1978). Thus the coherence 
measure obtained from spectral analysis of the EEG 
is a useful technique both for the validation of 
regionally specific cognitive activation tasks and in 
the assessment of deficits in cognitive function. 

Coherence within the alpha bandwidth (8-12 Hz) 
has been studied in some schizophrenic subjects at 
rest and during the performance of cognitive 
activation tests (Flor-Henry et al, 1979; Giannitrapani 
& Kayton, 1979; Shaw et al, 1979; Giannitrapani, 1980; 
Merrin et al, 1989). It is difficult to reach uniform 
conclusions from these initial studies because of 
variation between them as to choice of reference 
electrode and diagnosis (Flor-Henry et al, 1979), and 
lack of matching on age, sex (Flor-Henry ef al, 1979), 
educational level, drug use, intelligence (Flor-Henry 
et al, 1979; Giannitrapani & Kayton, 1979; Shaw et 
al, 1979; Merrin et al, 1989), or handedness 
(Giannitrapani & Kayton, 1979). In addition, it is 
difficult to evaluate thoroughly how various cognitive 
tasks affect coherence, since all previous EEG 
coherence studies recorded from only one or two 
pairs of electrodes. 

The objective of this study was to examine EEG 
alpha coherence changes in schizophrenia during 
cognitive activation tasks that are sensitive to either 
left or right brain function, with adequate control 
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for age, sex, intelligence, medication, length of 
illness, and handedness. Given that other brain- 
imaging studies have found more left-sided abnor- 
malities in schizophrenia, we expected that the 
greatest differences between subjects would arise 
during the performance of the left-hemisphere 
activation tasks. We hypothesised that normal 
subjects would show a greater number of significant 
increases in coherence or correlation (compared with 
baseline conditions) between specific left-hemisphere 
regions compared with the schizophrenic patients 
during the performance of a left-hemisphere cognitive 
activation task. We anticipated that all subjects 
would show increased right-hemisphere correlations 
(compared with baseline conditions) during per- 
formance of a task dependent on good attention and 
intact function in the right hemisphere. 


Method 


Thirty schizophrenic subjects (four in-patients) between the 
ages of 19 and 53 (mean (s.d.) 32.1 (8.5) years) comprised 
the patient group. The diagnosis of schizophrenia was 
determined using DSM-III criteria (American Psychiatric 
Association, 1980) and clinical information plus an 
interview with a psychiatrist using the Structured Clinical 
Interview for DSM-III-R (SCID; Spitzer & Williams, 
1985). 

Ten of the 30 patients were classified as being off medi- 
cation: two were drug naive; two had been off oral medication 
for three months; one had been off all medication for 
six weeks; one had been off all medication for eight 
years; two had been off depot medication for three months; 
one had been off depot medication for four months; and 
one had been off depot medication for six months. 
The remaining 20 patients were receiving a mean (s.d.) 
daily neuroleptic dose of 506 (401) mg in chlorpromazine 
equivalents. All other medication was withheld for 24 hours 
before testing. Subjects with a history of head injury or 
drug or alcohol abuse were excluded. 

Of the 25 men, 24 were right handed as confirmed by 
a handedness questionnaire (Bryden, 1977). Four of the five 
women were right handed. Patients were rated on both the 
Scale for the Assessment of Negative Symptoms (SANS; 
Andreasen, 1984a) and the Scale for the Assessment of 
Positive Symptoms (SAPS; Andreasen, 19845). 

Thirty normal volunteer subjects between the ages of 19 
and 48 years (mean (s.d.) 30.3 (8.2)) served as the control 
group. Twenty-two of the 24 men were right-handed, as 
were all six women, using the same handedness question- 
naire. All were interviewed by a psychiatrist using the non- 
patient version of the SCID (Spitzer & Williams, 1985) to 
exclude those with either a present or past psychiatric illness. 
Additional exclusion criteria consisted of a history of drug 
or alcohol abuse, head injury, current use of psychoactive 
medication or the presence of any serious physical illness. 

Intelligence in all subjects was measured using the 
Wonderlic Personnel Test (Wonderlic, 1983). Informed, 
written consent was obtained from all subjects before all 
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test procedures. All subjects were paid for participation in 
the study. 

The EEG data were obtained using a QSI 9000 computer- 
based system with Grass gold-plated cup electrodes 
positioned according to the International 10/20 system 
(Jasper, 1958) using a linked-ears reference at the following 
sites: F}, F,, Fj, Fy, Cj, C, Ty, T, T4, To P,, reo O, O, 
Electrode impedances were not greater than 5000 ohms. The 
use of a linked-ears reference does not guarantee high signal- 
to-noise ratios, which are important for an unambiguous 
interpretation of coherence, but the source of possible error 
is less compared with that of other reference choices 
(Rappelsberger & Petsche, 1988). The electro-oculogram 
(EOG) was monitored to later exclude artefact introduced 
by eye movement. 

The EEG data were collected in the resting state both 
with eyes open and with eyes closed followed by the 
performance of the activation tasks. Artefacts due to eye 
movement, muscle tension or technical difficulties were 
excluded via an automatic-rejection computer program and 
by visual inspection of the record. A minimum of 20 
seconds of artefact-free EEG data using averaged 2.5- 
second epochs from each of the recording conditions was 
digitised at 102.4 samples per second and filtered at 
0.5-30 Hz for each electrode location. The EEG data were 
quantified using the fast Fourier transform (Cooley & 
Tukey, 1965), followed by the computation of EEG alpha 
(8.0-12.0 Hz) coherence between 18 electrode-pair com- 
binations. The coherence bipoles were constructed from the 
EEG data after the initial referential recording. 


Cognitive activation 


The task chosen to activate the left hemisphere was a 
continuous calculation task. This was easily administered 
and was less lable than some alternative tasks to introduce 
artefact into the EEG record since the eyes were closed and 
no bodily movements were required during performance 
of the task. The subject was required to complete a series of 
sequential numerical calculations involving addition, 
subtraction, multiplication and division without the use of 
paper and pencil. Since it is not possible to localise cognitive 
changes during the performance of any task to one specific 
area of the cortex, it was assumed that several areas of the 
cortex would be active during the completion of this task. 
However, the anterior parts of the brain (i.e. frontal lobes) 
were thought to be among the main areas involved since 
the task relies heavily on sustained attention, 'set-shifting' 
abilities, abstraction, and general analytical skills, which 
are all served by the frontal lobes (Luria, 1969; Stuss & 
Benson, 1986). 

Two different tasks were administered to all subjects. The 
tasks were presented orally by the experimenter and the 
subjects were instructed to keep ‘mental’ track of every 
numerical value after performing some operation since these 
values would be used successively in the sequence of 
calculations. In task number one, the subject was instructed 
to add 68 and 34, add 50 to that number, multiply by 3, 
divide by 4, subtract 14, add 30, subtract 11, and divide 
by 4. Task number two was similar and also had eight steps. 
The EEG was recorded during the performance of each task 
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and subjects were requested to report their £nal solutions 
to each set of problems (ie. two ‘final’ answers). Each was 
paced such that one minute elapsed before a Final solution 
was arrived at. 

Other EEG studies requiring subjects to perform 
numerical calculations have found increased midline frontal 
theta activity (Ishihara & Yoshii, 1972; Gevins et al, 1979) 
and frontal alpha activity (Osaka, 1984) as wel as increased 
intercorrelations of both theta and alpha rkythms in the 
anterior parts of the frontal lobes (Livanov et al, 1964). 
Despite the fact that not one of these EEG studies has 
required subjects to carry out a series of continuous 
numerical calculations, definite changes in the activity in 
the frontal lobes have been found. It was expected that the 
preset requirement of continuous calculation would 
demonstrate abnormal patterns of coherence in patients in 
the left frontal region when compared with normal subjects. 

In contrast to the previous verbal/analytical task which 
would be expected to engage anterior regions, a visuospatial 
task designed to activate and utilise posterior functioning 
was administered to all subjects. The task itself is a 
visuospatial derivation of the Reitan Trail Making test 
(Lezak, 1983) but without manual activity. It requires visual 
search and tracking abilities, which have been linked to 
posterior right-hemisphere function (Springer & Deutsch, 
1981). The task was administered (see Fig. 1) via a computer 
screen one metre from the subject. The subjects were 
instructed to connect, using an imaginary line. the numbers 
and letters in a number-letter sequence. The last number 
or letter was also required to be ‘joined’ to the first number. 
Subjects were asked to report what ‘simple object or shape’ 
the connected lines of each trial represented. 

The ERG recording started at the beginning of the first 
trial and terminated at the completion of the second trial. 
As this task was performed with the eyes open, the alpha 
rhythms are likely to have been somewhat attenuated in 
all groups. Since the subjects frequently completed the 
trials in a very short time, the number of valid EEG 
recording epochs was somewhat limited; therefore the 
EEG data from the two trials were combined, edited, and 
analysed together as one trial in order to ensure that there 
was sufficient sampling time for subsequent quantitative 
analyses. This resulted in at least 20 seconds of artefact- 








Fig. 1 The visuospatial task: subjects were asked to imagine a line 
connecting the.letter-number sequence, to reveal a shape. 
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free EEG data collected during the performance of this 
task. 


Statistical analyses 


The clinical characteristics of the patient groups were 
evaluated using one-way analysis of variance (ANOVA), 
as were the demographic characteristics of all subject groups 
(SPSSX, 1983). 

Resting levels for alpha coherence were assessed at 18 
pairs of electrodes in both left and right hemispheres (1.e. 
F,F,, FC, F,T3, F,T,, F,P,, FJO;, F,C,, ET,, E,T,, E;P,, 
FO, T,C, T,T, TsP3, T,O, P.C, P,T, P,O, and 
homologous locations in the right hemisphere) using one- 
way ANOVA. Both eyes-open and eyes-closed conditions 
were tested. 

Within-group alpha coherence changes during the 
activation tasks were compared with baseline resting 
levels using t-tests for correlated means (i.e. task mean v. 
resting mean) (SPSSX, 1983). The resting, eyes-closed 
condition was used as the baseline for the continuous 
calculation tasks, while the resting, eyes-open condition 
served as the baseline for the visuospatial task. Since in f- 
tests of the calculation tasks we have relied upon the 
replication of those changes which were shown initially to 
be statistically significant, we have accepted one-tailed 
values of P<0.05. The results in the visuospatial 
task cannot be considered to be replications, but were 
predicted to be different from those with the calculation 
task. Each group was analysed individually, as was each 
hemisphere, g 

Frontal-posterior gradients were calculated for the 
activation tasks in order to highlight any regional differences 
in activation patterns. Gradient scores are frequently used 
in the analysis of. PET scan and cerebral blood flow data 
in order to quantify and illuminate any anterior-posterior 
differences in metabolic rate or blood flow (Weinberger ef 
al, 1986; Buchsbaum & Hazlett, 1989). 

The gradient score used here was calculated to reflect the 
anterior increase seen in EEG alpha coherence during 
the performance of the continuous calculation tasks in 
normal subjects occurring simultaneously with a posterior 
decrease in coherence. Gradient scores of the three groups 
were compared using one-way. ANOVA. A sample 
calculation of the gradient score is: 


frontal lead (i.e. FyC,) *task coherence value = 2.62 
posterior lead (i.e. P,O,) *task coherence value= — 1.50 
frontal-posterior gradient score 4.12 


where “task coherence value = task coherence value — resting 
coherence value. 

Discriminant analyses (based on the coherence change, 
i.c. task mean value — resting mean value) were applied to 
determine whether a combined weighting of EEG coherence 
measures derived from either the left or the right hemisphere 
could discriminate the groups (Cooley & Lohnes, 1962; 
Huberty, 1975). Because the population size was small 
relative to the total number of coherence measures, data 
derived from the left and right hemispheres were analysed 
separately. 
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Table 1 
Clinical characteristics (means. (s.d.s)) of patients 


Schizophrenic Schizophrenic 
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Table 3 
The percentage of correct responses by the subjects during 
performance of the cognitive activation tasks 





patients off patents on Normals Schizophrenic Schizophrenic 
medication medication patents on patients off 
(n=10)} {n= 20) medication medication 
Length of iliness: days 3758 (2481) 3335 (2272) First contmuous 
Number of admissions , 2.1 (202) 28 (1241) calculation task 70.0 60.0 80.0 
Days in hospital 114 (145) 278 (641) Second continuous 
SANS scores calculation task 66.7 65.0 60.0 
affective flattemng 9.0 (6.58) 5.55 (5.46) Visuospatial task 83.3 . 80.0 80.0 
alogia 2.4 (2.81) + 1.86 (2.18) - 
apathy 6.5 (4.26) ^ 5.85 (3.45) : 
asociality 8.2 (5.12) 5.55. (4.39) responses during performance of the continuous calculation 
attention 44- (4.33) 266 (3.41) task were correct. However, an incorrect final answer does 
total 30.5 (20.23) 21.25 (15.97) not necessarily mean that the subjects were not carrying 
SAPS scores out the requirements of the tasks. These results show that 
hallucinations 64 (7.73) 3.3 (8.94) the schizophrenic patients were only slightly less efficient 
detusions 14.3 (8.93) 10.2 (10.33) than the normal subjects at arriving at correct answers. 
brzarre behaviour 3.8 (4.98) 1.3 (2.25) j 
thought disorder 2.1 (3.18) 1.75 13.92) E 
total 26.6 (13.29) 16.55 (17.75) Coherence during activation tasks 


No differences between groups are statistically significant. 


Results . 


The clinical characteristics of the patient groups are shown 
in Table 1. Table 2 presents a comparison between the 
demographic characteristics of thenormal subjects and the 
schizophrenic patients. Í 

There were no statistically significant differences in EEG 
coherence between the normal controls and schizophrenic 
patients off medication, schizophrenic patients on medication, 
or schizophrenic patients as a whole, in either the resting, 
eyes-closed or resting, eyes-open conditions at any of the 
18 electrode pairs in either the left or right hemispheres. 

Table 3 presents the percentage of correct responses 
within each group of subjects for each of the cognitive tasks. 
The nature of the tasks limits the recording of the responses 
to one of either a final ‘correct’ or final ‘incorrect’ answer. 
It is impossible to determine how many of the interim 


Table 2 
Demographic characteristics of the subject groups 
No. of No. Mean Number Mean 
women of (s.d.) age. nght- is.d.) iQ 
men years handed 
Normal eubjects | 
in: 30) 6 24 30.3 (8.15) 28  110.2(13.77) 
Schizophrenic 
patients on 
medication : i 
(n= 20) 4 16 31.9 (8.52). 18 104.8 (18.49) 
Schizophrenic 
patients off 
medication 
in 10) 1 9 32.3 (8.97) 10 109.7(17.47} 


No differences between groups are statistically significant. 


Statistically. significant results of the within-groups coherence 
analyses (based on one-tailed t-tests for correlated means) 
for the continuous calculations are shown in Fig. 2. During 
the calculations the normal subjects showed increases in 
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Taek 2 
Fig. 2 The positions of the electrodes and the coherence 


changes during the performance of the calculation tasks 
(—— increase in coherence, -— decrease in coherence). 
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coherence specifically between left fronta -central and 
frontal-posterior connections. All other significant con- 
nections reflected decreases in coherence in posterior left 
and right hemisphere areas. There were seren replicated 
statistically significant increases or decreases in coherence 
between pairs of leads in the normal subjects across the 
two continuous calculation tasks. The replicated leads were 
F,C,, FP, (increases) and T,T,, T;P,, T,O,, P,O, and T,T, 
(decreases). 

The schizophrenic patients on medicetion showed 
relatively generalised bilateral increases in coherence (Fig. 2). 
There were only two replications of coherence-changes (both 
increases) in this group (F,T;, F;P,). 

The schizophrenic patients off medication showed left 
posterior and left frontal—parietal increases in coherence 
as well as right frontal-posterior and central-posterior 
increases in coherence. There were no clear differences 
between the sides and no replicated significant increases or 
decreases in coherence in this group of subjects. 

Statistically significant results from the within-group 
coherence analyses for the visuospatial task are shown in 
Fig. 3. During performance of the visuospatiel task all three 
groups showed significantly increased coherence between 
frontal-posterior and central-posterior connections in the 
right hemisphere, along with antero-posterior decreases in 
coberence in the normal subjects and anterior decreases 
in coherence in tbe schizophrenic patients mainly in the right 
hemisphere. The normal subjects (frontal-osterlor) and 
the medicated schizophrenic subjects (central-parietal) 
showed increases in coherence in some left-hemisphere 
locations, while the drug-free schizophrenic patients were 
characterised by left-hemisphere decreases in coherence 
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between frontal—central connections. The conclusion is that 
all groups respond similarly with right-hemisphere tasks. 

The results of the frontal-posterior gradient analysis are 
shown in Table 4. There was a statistically significant left- 
hemisphere difference between the groups on the first 
continuous calculation task (P::0.048), with patients 
off medication being significantly different from the 
normal subjects (P 0.014). There was also a significant 
difference among the groups on the second of the 
continuous calculation tasks (P= 0.046). Both patients off 
medication (P—0.023) and all schizophrenic subjects 
combined (P=0.024) differed from normal subjects 
in the left hemisphere. Neither of the tasks yielded 
statistically significant differences at right-hemisphere 
locations. 

Table 5 summarises the results of the canonical dis- 
criminant analyses for the continuous numerical calculation 
tasks. Since neither of the primary discriminant functions 





Fig. 3 Coherence changes during the performance of the 
visuospatial task (—— increase in coherence, — decrease in 
coherence}. 


À Table 4 
Mean (s.d.) results of the gradient analysis of the coherence changes during performance of the numerical calculations 
Normals Schizophrenic Schrophrenic All 
patents patients Schizophrenic 
on off patients 
medication medication 
First calculation task 
Left hemisphere 
F,P,-P,0,' 7.08 (13.5) 3.78 (12.8) -4.22 (44F 1.01 (11.3) 
F,C,-P,0, 6.78 (15.8) 438 (7.9) _ 2.02 (7.5) 3.57 (7.7) 
Right hemisphere 
F,P,-P,0, 4,84 (15.2) 6.02 (10.8) —3.61 (13.4) 2.69 (12.3) 
F,C,-P,0, 3.72 (16.5) 5.60 (12 4): — 3.568 (12.5) 2.43 (13.0) 
Second calculation task 
Left hemisphere 
F,P,-P,0,? 8.87 (12.0) 3.84 (10.5) -0.69 (4 5) 2.19 (9.1)8 
F,C,-P,0, 8.15 (14.9) 1.16 (10 1) 305 (6 4) 1.79 (8.8) 
Right hemisphere 
F,P,-P,0, 2.98 (15.1) 5.73 (12.3) —0.15 (16.7) 3.77 (13.8) 
F,C,-P,0, 1.95 (16.8) 3.73 (11.4) -2.40 (17 1) 1.69 (13.6) 


Differences between groups significant, F= 3.2, P=0.048 
Differs from normalis, F=6.7, PaO 014. 

Differences between groups significant, F=3.2, P=0 046 
. Differs from normals, F=6.6, P=0,023. 

Differs fram normals, F= 5.4, P=0,024 

Differs from normals, F» 4.0, P=0,05 


Qophwn- 
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: Table 5 
Discnminant analysis of EEG alpha coherence’ during the continuous calculation tasks 

















Significance of Percentage vartanca Percentage of subjects correctly classified using 
discriminant function accounted for digcnminant analysis 
normals schizophrenic schizophrenic overall 
' patients on patients off total 
medication medication 
First task 0.0034 77.8 80.0 73.7 70.0 81.4 
Second task 0.0886 76.1 86.7 80.0 58.0 78.3 


1. Left-hemisphere locations only. 


was significant for the right-hemisphere electrode locations, 
only the results of the analyses for the left-hemisphere 
locations are shown. The analyses yielded the best 
classification percentages using the left-hemisphere measures 
from the first continuous calculation task (81.4%) with a 
significance of P—0.0034. The second calculation task 
approached significance (P — 0.087), correctly classifying 
78.3% of the subjects. 

The discriminant analyses of coherence dunng the 
visuospatial task did not yield significant primary dis- 
criminant functions in either hemisphere, and consequently 
are not presented. 


Discussion 


The results of the within-groups analyses for the 
normal subjects provided physiological validation of 
the cognitive tasks. The appearance of a number 
of statistically significant increases in coherence 
between electrode sites during the performance of 
cognitive activation tasks suggests that there is 
enhanced functional coupling or activation of these 
cortical areas (Shaw ef al, 1983). This implies that 
the measurement of coherence, like the measurement 
of cerebral blood flow and glucose consumption, can 
be directly correlated to activation of the cortex as 
it occurs through cognitive effort. 

With the continuous calculation task, left 
frontal areas became highly correlated with other 
brain regions, while more posterior and right- 
hemisphere regions became ‘uncoupled’, or less 
correlated, compared with baseline conditions. This 
may be a reflection of the verbal/analytical preference 
of the left hemisphere, which becomes more apparent 
as cognitive demand increases (Spreen & Benton, 
1965; Dumas & Morgan, 1978; Galin et al, 1978; 
Gevins et al, 1979; Springer & Deutsche, 1981; 
Lezak, 1983; Shaw et al, 1983). The local increases 
in coherence were in the areas thought to be 
maximally involved during the performance of this 
task, thus functionally validating their proposed sites 
of activation. The areas of decreased coherence were 
in appropriate locations to reflect synergistic decline. 


The number of significant increases in coherence 
in the rigbt hemisphere during performance of the 
visuospatial task was particularly striking. It has been 
suggested that the right hemisphere performs better 
than the left hemisphere on perceptual tasks such as 
visualising objects in space, generating imagery, 
drawing, recognising faces, categorising by size or 
shape, and synthesising details into wholes (Springer 
& Deutsche, 1981), and the resulting coherence 
patterns suggest that this visuospatial task was 
dependent on activating these right-hemisphere 
abilities. 

Although a comparison cannot be made between 
the normal subjects and the schizophrenic patients 
on the basis of the within-groups analyses, the 
schizophrenic patients did show different patterns 
of coherence changes during performance of the con- 
tinuous calculation tasks. In contrast, the patterns 
of coherence changes seen in the patient groups 
during performance of the visuospatial task were 
similar to those of the normal subjects. These 
phenomena suggest that normal changes in coherence 
involve synergistic increases and decreases in the 
interactions of different cortical areas. 

The gradient analyses of the continuous calculation 
tasks revealed significant differences between the 
groups only on left-hemisphere measures. The 
gradient scores were calculated to reflect frontal 
increases in coherence accompanied by posterior 
decreases in coherence. The resulting significant 
differences between the groups lend support to the 
hypothesis that the schizophrenic patients were not 
able to produce localised (i.e. frontal) left-hemisphere 
increases in coherence during the performance of 
these tasks, nor did they produce posterior decreases 
which could have been concomitant or synergistic 
effects. 

The results of the discriminant analyses of the 
continous calculation tasks were only significant 
using left-hemisphere measures. An overall correct 
classification rate of subjects reached 81.4% for the 
first continuous calculation task. This suggests that 
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the patterns of coherence changes between the 
subject groups varied more at regions of the left 
hemisphere compared with the right hemisphere. The 
discriminant analyses performed on the visuospatial 
task were non-significant using locations in both the 
left and right hemispheres. This suggests that the 
changes in coherence in all groups were very similar. 

The statistically significant findings of differences 
between the groups on BEG measures cf coherence 
are not likely to be due to artefact in the EEG record. 
Although not every artefact is visible to the eye, a 
computerised artefact-rejection program and visual 
inspection of the EEG record were both done in 
order to ensure that the samples kept for coherence 
analysis were as free of artefact as possible. The 
different lateralised findings of the EEG coherence 
measures during performance of the two types of 
tasks would also argue against these findings as being 
artefactual: if the findings were due to artefact, then 
the different coherence patterns in the left and 
right hemispheres corresponding to the left- or right- 
hemisphere cognitive tasks would no- have been 
found. The replicated coherence changes across the 
continuous calculation tasks in the normal subjects 
further strengthen the significance of the findings. 

The choice of reference (i.e. linked ezrs, common 
average, bipolar) in coherence research is zontroversial 
and frequently debated (Rappelsberger & Petsche, 
1988; Fein et al, 1988). The linked-ears reference is 
at risk of introducing artefact into tke coherence 
measure by virtue of the linked ears not being totally 
‘inactive’ or by contaminating the signal with the 
confounding effects of power (Fein ef al, 1988). 
However, the lateralised findings and replicated 
coherence changes demonstrated in this study would 
not be likely to have arisen solely because of artefact 
resulting from the choice of reference. In addition, 
the findings of coherence changes in the predicted 
direction according to the type of cognitive task 
performed further suggest that these findings were 
not due to reference artefact. 

Muscle tension is unlikely to be a factor since the 
alpha bandwidth is not as susceptible to the presence 
of muscle tension as the beta bandwidth (Spehlmann, 
1981). The findings are also unlikely to be due to 
fatigue since the recording session did not last longer 
than 15 minutes and no subject exhibiced any signs 
of drowsiness. Impairment of attention on the part of 
the patients would seem unlikely to account for the 
findings since the answers given by the patients to 
the tasks were only slightly less accurate than those 
given by the normal subjects. If an inability to attend 
to the tasks was a factor, significant differences 
between the groups in coherence would have been 
expected and also found during performance of the 
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right-hemisphere activation task. Finally, it should 
be stressed that all baseline levels of coherence did 
not statistically differ between the groups, thus 
equalising the levels against which any increases or 
decreases in coherence were to be compared. 

This study found that the effects of medication 
on BEG alpha coherence during the performance of 
cognitive tasks were non-specific, but tended to 
*normalise' left-hemisphere coherence measures 
during the calculation tasks to a small degree. This 
finding must be qualified however, since patients 
were not randomly assigned to medicated or non- 
medicated status. Medication has sometimes been 
held to ‘normalise’ the metabolic patterns of 
schizophrenic patients undergoing PET scans (Widen 
et al, 1983; Szechtman et al, 1988) but these findings 
have not been reported during conditions of cognitive 
activation. Only one previous study has looked at the 
relationship between EEG coherence and neuroleptic 
medication. In that study a bipolar electrode 
recording montage was used and the data were 
collapsed across all tasks administered (Merrin ef al, 
1989). The results indicated that neuroleptic medi- 
cation had no effect on EEG coherence. 


Conclusions 


The measure of EEG alpha coherence was able to 
discriminate between normal subjects, schizophrenic 
patients on medication, and schizophrenic patients off 
medication using both anterior-posterior gradient 
analyses and: discriminant analyses. The schizo- 
phrenic patients, unlike the normal subjects, did not 
show focal left-hemisphere increases in coherence 
during the performance of the continuous calculation 
task. This finding suggested that the schizophrenic 
patients were unable to activate left anterior regions 
of the brain to the same extent as the normal subjects 
during the performance of a task sensitive to these 
areas or dependent on them. 

However, since the schizophrenic patients were 
‘cognitively’ able to perform the task, the differences 
in coherence patterns suggest the presence of an 
aberrant functional organisation of the cerebrum in 
Schizophrenic patients. The patients were able to 
perform the task but the coherence patterns imply 
that they used different areas of the brain to 
accomplish this, and generally seem to have relied 
on bilateral brain function. This finding is in keeping 
with suggestions that the brains of schizophrenic 
subjects are less lateralised than the brains of 
normal subjects (Seidman, 1983). Thus, under 
conditions where specific regional brain interaction 
is required to perform a task, the schizophrenic 
subjects are able to compensate for deficient local 
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areas of function (i.e. left frontal-posterior areas) 
by utilising different patterns of regional interaction 
as compared with normal subjects. 

This may explain why the schizophrenic patients 
had different patterns of coherence changes during 
the performance of the left hemisphere activation 
task which relied on focal frontal-posterior activation. 
In contrast, normal subjects and schizophrenic 
patients were found to have similar patterns of 
increased right-hemisphere alpha coherence during 
the performance of a visuospatial task sensitive to 
right-hemisphere function. 

While our findings are in keeping with the reports 
of more left-sided abnormalities in schizophrenia 
with other types of investigative measures (Seidman, 
1983), we must acknowledge another possibility. The 
schizophrenic patients might have been able to use 
a variety of alternative strategies; for example, some 
might have utilised visual imagery preferentially, or 
there might be some hypothetical alternative method 
of calculation not involving the left hemisphere and 
not implicating coherence, which they might have 
preferred. Had they been induced to perform exactly 
the same mental operations as the normals, they 
might have indeed produced identical patterns of 
EEG activation. Thus, the present findings do not 
by themselves constitute an absolute proof of 
pathophysiology change in the left hemisphere. 
Nevertheless, they are consistent with such a view 
and the fact that there was a gradation from 
unmedicated patients through medicated ones to 
normal subjects indicates that there is something 
about schizophrenia which, at the very least, 
encourages disuse or malfunction of left frontal 
areas, a state which improves with treatment. 

These findings are in keeping with recent neuro- 
developmental models that suggest schizophrenia is 
the result of a brain lesion occurring early in life 
(possibly from genetic or viral causes) which interacts 
with normal brain maturational events occurring 
early in adulthood and ultimately gives rise to 
the characteristic clinical and cognitive symptoms 
(Weinberger, 1987; Nasrallah, 1990). A brain 
function that is normally served by a region affected 
by a developmental pathological process is likely to 
be compensated for and taken over by other brain 
areas. The aberrant response of the schizophrenic 
brain during performance of the left-hemisphere task 
corresponds well with this suggestion. 


Acknowledgements 


This work was supported in part by a grant from the Canadian 
Psychiatric Research Foundation. The authors wish to thank the 
London Psychiatric Hospital, Dr D. Crowne, Mrs C. Rawlins, and 


643 


the staff of the Active Treatment Clinic, London Psychiatric 
Hospital, for their assistance with this work. 


References 


AMERICAN PSYCHIATRIC ASSOCIATION (1980) Deagrtostic and Statistical 
Manual of Mental Desorders (3rd edn) (DSM-1IT). Washington, 
DC: APA. 

ANDREASEN, N. (1984a) Scale for the Assessment of Negative 
Symptoms (SANS). Iowa City. University of Iowa 

— —— (1984b) Scale for the Assessment of Positive Symptoms 
(SAPS). lowa City: University of Iowa. 

Beaumont, J., Mayes, A. & Ruca, M. (1978) Asymmetry in EEG 
alpha coherence and power. effects of task and sex. Electro- 
encephalography and Cimical Neurophysiology, 45, 393- 
401 


Berman, K., Zec, R. & Wermpercer, D. (1986) Physiological 
dysfunction of dorsolateral prefrontal cortex in schizophrenia 
II: Role of neuroleptic treatment, attention and mental effort. 
Archives of General Psychiatry, 43, 126-135 

— ——, ILtowsxy, B & Weinsercer, D. (1988) Physiological 
dysfunction of the dorsolateral prefrontal cortex in schizophrema 
IV: Further evidence for regional and behavioral specificity. 
Archives of General Psychiatry, 45, 616—622. 

Brypen, P. (1977) Measuring handedness with questionnaires. 
Neuropsychologia, 15, 617-624. 

BucusBAUM, M. & Harz, R. (1987) Functional and anatomical 
brain umaging impact on schizophrenia research Schizophrenia 
Bulletin, 33, 115-132. 

& Hazietr, E. (1989) Relative metabolic rate in frontal 
lobe of normals and schizophrenics assessed by positron emission 
tomography. In Soentific Progress (eds C. Schulz & 
C. Tamminga), pp. 247-259. New York: Oxford Umversity 
Press. 

Conen, R., Sempre, W , Gross, M., ef al (1987) Dysfunction in a 
prefrontal substrate of sustained attention 1n schizophrenia Life 
Sciences, 40, 2031-2039. 

Coo.zy, J. & Tukey, J. (1965) An algorithm for the machine cal- 
culation of complex fourier series. Mathematics of Computation, 
19, 297-301. 

Coo.ey, W & Lonnes, P. (1962) Multrvanate Procedures for the 
Behavioral Sciences. New York: Wiley. 

Dumas, R. & Moraan, A. (1975) EEG asymmetry as a function of 
occupation, task and task difficulty, Neuropsychologia, 13, 
219-228. 

Fen, G., Raz, J., Brown, F., et al (1988) Common reference 
coherence data are confounded by power and phase effects 
Electroencephalography and Cimical Neurophysiology, 69, 
581-584. 

Fror-Henry, P (1987) Cerebral dynamics, laterality and psycho- 
pathology: a commentary. In Cerebral Dynarnucs, Laterality and 
Psychopathology (eds R. Takahashi, P. Flor-Henry, J Gruzeler, 
et al), pp. 3-21. Amsterdam: Elsevier Science, 

—— - , Koes, Z., Howarty, B., ef al (1979) Neurophysiological 
studies of schizophrema, mania and depression. In Hemisphere 
Asymmetines of Function m Psychopathology (eds | Gruzelier 
& P. Flor-Henry), pp. 189-222. Amsterdam: Elsevier Science. 

GALIN, D., Jounstone, J & Herron, J. (1978) Effects of task 
difficulty on EEG measures of cerebral engagement 
Neuropsychologia, 16, 461-472. 

Garza-TREVINO, E. Votxow, N., Cancro, R., et al (1990) 
Neurobiology of schizophrenic syndromes. Hospital and 
Community Psychiatry, 41, 971-980. 

Gavins, A., ZerTun, G., DOYLE, J., ef al (1979) EEG patterns durmg 
‘cognitive’ tasks II: Analysis of controlled tasks. 
Electroencephalography and Chnical Neurophysology, 47, 
704—710. 





644 


GHANNITRAPANI, D. (1980) The coherence of the EEG 1n normal and 
schizophrenic subjects. Electroencephalography and Chmical 
Neurophysiology, 49, 108p. 

—— & KavroN, L. (1979) Schizophrenia and EEG spectral 

analysis. Electroencephalography and Clinical Neurophysiology, 
19, ae 

Huperty, C. (1975) Discriminant analysis. Review of Educational 
Research, 48, 543-598. f 

Ismuara, T. & Yosun, N (1972) Multivariate analytic study of 
EEG and mental activity in juvenile delinquents. Electro- 
encephalography and Clinical Neurophysiolog», 33, 71-80. 

JasPER, H. (1958) The ten-twenty electrode system of the 
International Federation. Electroencephalograp.hy and Clinical 
Neurophystology, 10, 371-375. 

Lezak, M. (1983) Neuropsychologrcal Assessment. New York: 
Oxford University Press. 

Livanov, M., GavrLova, N. & Asanov, A. (1964) Intercorrelations 
between different cortical regions of human brain during mental 
activity. Neuropsychologta, 2, 281—289. 

Luria, A. (1969) Frontal lobe syndrome. In Handoook of Clinical 
Neurology, vol. 2 (eds P. Vinkin & G. Bruyn), pp. 725-757. 
Amsterdam: North Holland. 

MzxaN, E., FLoyp, T. & Fam, G. (1989) EEG coherence in 
unmedicated schizophrenic patients. Biological Psychiatry, 25, 
60-66. 

NASRALLAH, H. (1990) Brain structure and function in schizo- 
phrenia: evidence for fetal neurodevelopmenral impairment. 
Current Opinion in Psychiatry, 3, 75-78. 

Osaxa, M. (1984) Peak alpha frequency of EEG during a mental 
task: task difficulty and hemispheric differences. Psychophysiology, 
21, 101-104. 

RaPPsLsBERGER, P. & PETSCHE, H. (1988) Probability mapping: 
power and coherence analyses of cognitive processes. Brum 
Topography, 1, 46-53. 

Semw4AN, L. (1983) Schizophrenia and brain dysfunction: an 
integration of recent neurodiagnostic findings. Psychological 
Bulletin, 94, 195—238. . 

Suav, J. (1981) An introduction to the coherence function and its 
use in EEG signal analysis. Journal of Medical Engineering and 
Technology, 5, 279-288. 

————, Brooks, S., CorrEs, N., ef al (1979) A comparison of 
schizophrenic and neurotic patients usmg EEG power and 
coherence spectra. In Hemisphere Asymmetries of Function in 
ee CT: Gruzelier & P. Flor-Henzy), pp. 257-284. 

Amsterdam: Elsevier Science. 

—, Corten, N. & Reser, G. (1983) EEG coherence, lateral 

preference and schizophrenia. Psychological Medicine, 13, 299-306. 


MORRISON-STEWART ET AL 


SPHHLMANN, R. (1981) EEG Primer. Amsterdam: Elsevier 
Science. 

Srrrzer, R. & WniiAMS, J. (1985) Structured Clinical Interview for 
DSM-III-R. New York: New York State Psychiatric Institute. 

SPREEN, O. & Banton, A. (1965) Comparative studies of some 
psychological tests for cerebral damage. Journal of Nervous and 
Mental Disease, 140, 323-333. 

SPRINGER, S. & Deursca, G. (1981) Left Brain, Right Brain. ‘San 
Francisco: W. H. Freeman. 

SPSSX (1983) User's Guide. New York: McGraw-Hill. 

Sruss, D. & Benson, D. (1986) The Frontal Lobes. New York: 
Raven Press. es 

Sz&cHTMAN, H., NAHMIAS, C., Garnett, S., ef al (1988) Effects 
of neuroleptics on altered cerebral glucose metabolism in 
schizophrenia. Archives of General Psychiatry, 45, 523-532. 

Vorxow, N., Wor, A., Gr pgs, P., ef al (1987) Phenomeno- 
logical correlates of metabolism activity in 18 patients with 
chronic schizophrenia. American Journal of Psychiatry, 144, 
151-158. 

Werasrcer, D. (1987) Implications of normal brain development 
for the pathogenesis of schizophrenia. Archives af General 
Psychiatry, 44, 660—669. 

————-, Berman, K. & Zec, R. (1986) Physiologic dysfunction of 
dorsolateral prefrontal cortex in schizophrenia I: Regional 
cerebral blood flow evidence. Archives of General Pxychiatry, 
43, 114-124. 


—— & — —— (1988) Speculation on the meaning of cerebral 
metabolic hypofrontality in schizophrenia, Schmophrerua Bulletm, 
14, 157-168. 





— — & ItLowsxy, B. (1988) Physiological dysfunction 
of dorsolateral prefrontal cortex in schizophrenia: III. A new 
cohort and evidence for a monaminergic mechanism. Archives 
of General Psychiatry, 45, 609-615. 

Wen, L., Brouquisr, G., Gritz, T., ef al (1983) PET studies 
of glucose metabolism in patients with schizophrenia. American 
Journal of Neuroradiology, 4, 550-552. 

WILLIAMSON, P., Kurcuer, S., Coopmr, P., ef al (1989) Psycho- 
logical, topographic EEG, and CT scan correlates of frontal 
lobe function in schizophrenia. Psychiatry Research, 29, 
137-149. ' 

Wonner, C. (1983) Wonderlic Personnel Test. Northfield: EF 
Wonderlic Personnel Test Inc. 

Zec, R. & WemnERGER, D (1986) Brain areas implicated in 
schizophrenia: a selective overview. In Handbook of 
Schizophrenia, Vol. 1: The Neurology of Schizophrenia (eds H. 
Nasrallah & D. Weinberger), pp. 175-206. Amsterdam: Elsevier 
Science. 


S. Morrison-Stewart, BSc, MA, PhD, London Psychiatric Hospital; P. Williamson, Mb, FRCP(O, London 
Psychiatric Hospital, and Assistant Professor of Psychiatry, University of Western Ontario; W. Corning, 
PhD, Professor of Biopsychology, University of Waterloo; S. Kutcher, MD, FRCP(C), Sunnybrook Hospital, 
Assistant Professor of Psychiatry, University of Toronto; H. Merskey, DM, FRCP(O, London Psychiatric 
Hospital, and Professor of Psychiatrz, University of Western Ontario 


*Correspondence: EEG Department, London Psychiatric Hospital, 850 Highbury Avenue, PO Box 2332, London, Ontario, 


Canada NGA 4H1 


British Journal of Psychiatry (1991), 159, 645—653 


Cross-cultural Feasibility, Reliability and Sources of Variance of 
the Composite International Diagnostic Interview (CIDI) 


H.-U. WITTCHEN, L. N. ROBINS, L. B. COTTLER, N. SARTORIUS, J. D. BURKE, D. REGIER and 


PARTICIPANTS IN THE MULTICENTRE WHO/ADAMHA FIELD TRIALS 


The CIDI is a fully standardised diagnostic interview designed for assessing mental disorders 
based on the definitions and criteria of ICD- 10 and DSM-III-R. Field trials with the CIDI have 
been conducted In 18 centres around the world, to test the feasibility and reliability of the 
CIDI in different cultures and settings, as well as to test the Inter-rater agreement for the 
different types of questions used. Of 590 subjects interviewed across all sites and rated by 
an interviewer and observer, 575 were eligible for analysis. The CIDI was judged to be 
acceptable for most subjects and was appropriate for use in different kinds of settings. Many 
subjects fulfilled criterla for more than one diagnosis (lifetime and six-month). The most frequent 
lifetime disorders were generalised anxiety, major depression, tobacco use disorders, and 
agoraphobia. Percentage agreements for all diagnoses were above 9096 and the kappa values 
were all highty significant. No significant numbers of diagnostic disconcordances were found 
with lifetime, six-month, and four-week time frames. 


The Composite International Diagnostic Interview 
(CIDD has been produced in the framework of a 
major project (the Joint Project on Diagnosis and 
Classification of Mental Disorders, and Alcohol- and 
Drug-Related Problems) undertaken by the World 
Health Organization (WHO) and the US Alcohol, 
Drug Abuse and Mental Health Administration 
(ADAMHA). It is a comprehensive, fully standardised 
diagnostic interview for the assessment of mental 
disorders according to the definitions and criteria of 
ICD-10 (World Health Organization, 1989a), and 
DSM-III-R (American Psychiatric Association, 
1987). The CIDI has been designed for use in a 
variety of cultures and settings. Although it is 
primarily intended for use in epidemiological studies 
of mental disorders, the CIDI can also be used 
for clinical and research purposes, and can be 
supplemented by modules for diagnoses not covered 
in the core version. In the course of development 
(Robins et al, 1988), the instrument was subjected 
to a number of tests for feasibility, diagnostic 
coverage, test-retest reliability as well as procedural 
reliability (Semler et al, 1987, 1988; Farmer et al, 
1987; Semler, 1990; Wittchen ef al, 1990). 

As part of the further development and test of the 
CIDI, this paper summarises the findings of the first 
major international WHO field trial of the ‘pre-final’ 


version of the CIDI. The study was initiated to 
explore the CIDI’s cross-cultural acceptability and 
feasibility, and to determine its reliability in different 
settings and countries. Because several test-retest 
reliability studies of the CIDI approach have already 
been conducted (Burke, 1986; Semler et ai, 1987, 
1988; Wittchen et al, 1989) a complex inter-rater 
reliability design was chosen for the field trials, in 
order to allow for the identification of cross-cultural 
problems in the CIDI as well as to study reasons for 
disagreement between raters. The major objectives 
of the CIDI field trials were: (8) to report data on 
the feasibility of the CIDI in different cultures and 
settings, (b) to assess reliability between raters using 
the CIDI, (c) to report the CIDI's inter-rater 
agreement for the different types of questions used 
in the CIDI, and (d) to evaluate possible reasons for 
discrepancies in rating between an interviewer and 
an observer. 


Method 


For the test of inter-rater reliability, each subject was 
examined by an interviewer/observer pair. The interviewer 
conducted the interview, while the observer independently - 
and without having access to the interviewer ratings - scored 
a separate booklet while sitting in the same room. 





These results were collected as part of a multicentre study sponsored by the World Health Organization (WHO) and the US Alcohol, 
Drug Abuse and Mental Health Administration (ADAMHA). Also involved in the preparation of this paper were: A. C. Almatura, 
G. Andrews, R. Dingemans, A. Droux, C. A. Essau, A. Farmer, J. Halikas, G. Ingebrigsten, M. Isaac, P. Jenkins, G. E. Kuehne, 
J. Krause, J. P Lepine, G. Lyketsos, W. Maier, C. T. Miranda, H. Pfister, C. Pull, M. Rubio-Stipec, I. Sandanger, R. Smeets, G. 


Tacchim, M. Tehrani, You Xu. 


645 


646 


While sitting by and making the CIDI codings, the observer 
additionally noted all the interviewer's mistakes and 
inconsistencies detected, by circling the respective items. 
Once the interviewer had finished the CIDI. the observer 
was then free to ask all these circled questions or even 
sections of the CIDI again, to verify that his/her original 
codings were correct. If necessary the observe- then recoded 
the CIDI according to the second administration of the 
respective CIDI question or section. During this procedure 
the interviewer was not allowed to change any of his/her 
previous codings. 

The data from the resulting two CIDI booklets - the 
original CIDI codings of the interviewer and the final CIDI 
codings of the observer — were used to calculate the inter- 
rater agreement. After the respondent had left the room, 
the interviewer and the observer reviewed all questions 
circled by the observer. Using the Discrepancy Resolution 
Sheet (DRS) (see below), all discrepancies between the 
codings of the observer and those of the interviewer were 
discussed to identify the reason for the discrepancy. 
Multiple ratings could be made for each of :he discrepant 
CIDI items. The following classes of reasons for discrepancies 
were used: (a) mistakes in the presentation of a CIDI 
question, (b) mistakes in the additional ‘probe’ questions 
for severity and exclusion criteria, (c) coding errors, (d) 
misunderstandings on either the interviewer’s or the 
patient's side, (e) ambiguous questions and (f) changes in 
the respondent's answers to the same question. If possible, 
both the interviewer and the observer made final consensus 
ratings. These codings were then written down on the DRS. 
Only discrepancies in the codings of the CIDI symptom 
questions, thus no discrepancies for the so-called ‘recency’ 
and ‘severity’ questions, were discussed. 

At the conclusion of each session the interviewer and the 
observer completed a simple interview report in order to 
document problems with the interview, including suggestions 
for resolving them. This report emphasised the identification 
of points of uncertainty, based on cultural factors, 
translation problems, or other problems in the interview 
schedule. Each interview was audiotaped, or if feasible 
videotaped, to enable the sources of discrepancies to be 
rated subsequently. In each centre, the editor or field 
supervisor reviewed three tapes per interviewer, at random, 
to check on the administration of the interview and to 
identify possible uncertainties with the study procedure. 


Participating centres and sampling of subjects 


Altogether 18 centres participated in the CIDI field trials. 
The trials were carried out in a variety of settings ranging 
from specialised psychiatric in-patient and out-patient units 
to general practice settings. At each a minimum of 25 
(mostly 32) subjects were interviewed. The sampling process 
for patients differed slightly between centres depending on 
the size of the institution and the number of available 
interviewers (see below). All sites selected petients typically 
found in their settings. Exclusion criteria were: (a) evident 
severe cognitive impairment in language or communication, 
(b) no signed consent to the study procedure, which included 
video- or audiotaping, (c) age under 18 or over 65 years. 
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Table 3 indicates the sites, the number of subjects selected, 
and classifies the sites into three groups — psychiatric 
in-patient setting, psychiatric out-patient setting, and 
other — and characterises the type of institution. Some 
Sites sampled a proportion of their subjects in an in-patient 
setting and another proportion in an out-patient or ‘other’ 
setting. Although at each site samples if possible were to 
be selected randomly, there were some inconsistencies in 
the selection process (see footnote to Table 3). 


CIDI interviewers and training 


At each site, every interviewer completed at least four 
Interviews as an interviewer and another four as observer, 
in alternate order. À random assignment was feasible at 
only six sites. The number of interviewers per site varied 
between three and eight. 

In addition an attempt was made to study potential 
differences between clinician and non-clinician interviewers 
(Table 3). ‘Non-clinicians’ were defined as interviewers who 
were not able to make a diagnosis in the absence of a 
standardised interview (medical or psychology students, 
nurses and social workers working in the institution). 
‘Clinicians’ were defined as mental health specialists, able 
to make diagnoses independently (psychiatrists or clinical 
psychologists). Altogether 108 interviewers (53 clinical, 55 
non-clinical) participated in the study. Pairing of clinician 
and non-clinician interviewers and observers was randomised 
at five sites only, in order to allow for an analysis of 
differences. Eighty-seven patients were examined by clinician 
pairs, 49 by non-clinician pairs, and 454 by clinician—non- 
clinician pairs. 

The CIDI requires for proper administration a minimum 
of five days’ continuous training. The key investigators of 
all participating sites were trained centrally in a one-week 
training session using the CIDI manual, the standardised 
training package, as well as the item-by-item specifications 
available for the CIDI. These key trainers were then 
provided with the training materials to prepare their 
on-site training seminars according to the guidelines in this 
training package. Before commencing the study, each 
interviewer completed at least two CIDI interviews under 
the close supervision of the key investigator. 


Instruments 


Three instruments were used in this trial: the CIDI, the 
Evaluation Sheet (ES) and the Discrepancy Resolution Sheet 
(DRS). 

The CIDI consists of a package that includes: (a) the inter- 
view booklet, (b) the user manual, (c) the training package, 
(d) a data-entry program and (e) the diagnostic computer 
program. In wave I of the field trials a ‘pre-final’ CIDI 
version was used (CIDI-Core; World Health Organization, 
1987). The version allowed the derivation of all DSM-III 
diagnoses (American Psychiatric Association, 1980) listed 
in Table 1 as well as the derivation of Present State 
Examination (PSE) CATEGO classes (Wing et al, 1974), 
compatible with selected ICD-9 diagnostic classes. Only 
for substance use disorders were the revised criteria 
according to DSM-HI-R and ICD-10 taken into account. 
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3. 
Interview Schedule. 


FEASIBILITY OF THE CIDI 


Table 1 
The CIDI diagnostic coverage {DSM-Ill and PSE items) 


CIDI diagnostic coverage of DSM-III disorders CIDI diagnostic coverage of 63 PSE items! 





Eating disorders 
(1) Anorexia nervosa 
(2) Bulimia 
Organic mental disorders 
(3) Dementia (unspecrfied) 
Substance use disorders? 
(4) Alcohol abuse 
(5) Alcohol dependence 
(8) Barbrturate, sedative abuse 
(7) Barbiturate, sedative dependence 
(8) Opiate abuse 
(9) Opiate dependence 
(10) Cocaine abuse 
(11) Amphetamine abuse 
(12) Amphetamine dependence 
(13) Haltucinogen abuse 
(14). Cannabis abuse 
(15) Cannabis dependence 
(16) Tobacco dependence 
disorders 
(17) Schizophrenia 
Psychotic disorders not elsewhere classified 
(18) Schlzophreniform 
Affectrve disorders 
Major affective disorders 
(19) Manic-depressive episode 
(20} Manic episode 
(21) Bipolar disorder 
(22) Major depression, single episode 
(23) Major depression, recurrent 
Other specific affective disorders 
(24) Dysthymic disorder 
Atypical affective disorders 
(25) Atypical bipolar dreorder 
Anxiety disorders 
Phobic disorders 
(28) Agoraphobia with panic attacks 
(27) Agoraphobia without panic attacks 
{28) Social phobla 
(29) Simple phobia 
Anxiety states 
(30) Panic disorder 
(31) Generalised anxety disorder 
(32) Obsessrve~compulsive disorder 
Somatisation disorders 
(33) Somatisation disorder 
(34) Psychosexual dysfunction 
(35) Pathological gambimg 


item 13 :s not covered. 
Quastions were added 


(1) Physical health 

(2) Physical Hiness 

(3) Psychosomatic symptoms 

(4) Worrying? 

(5) Tension pams 

(6) Tiredness? 

(7) Muscular tension? 

(8) Restlessness? 

(9) Hypochondnasis? 
(10) Nervous tension? 
(11) Free-floating vira 
(12) Anxlous forebodin, 
(14) Panic attacks? 
(15) Sttuational anxiety? 
(16) Anxiety on meeting people? 
(17) Specrfic phobias? 
(18) Avordance of anxiety? 
(18) Inefficient thinking? 
(20) Poor concentration? 
(21) Neglect due to broodmg? 
(22) Depressed mood 
(23) Hopelessness 
(24) Suicidal 
(25) Morning depression? 
(26) Social withdrawal? 
(27) Self-depreciation? 
(28) Lack of self-confidence? 
(28) Smple ideas of reference? 
(30) Guilty ideas of reference? 
(31) Pathological guilt? 
{32} Loss of weight 
(33) Delayed sleep? 
(34) Anergia and retardation? 
(35) Early waking? 
(38) Loss of libido? 
(37) irntability? 
(38) Expansive mood 
(39) Subjective ideomotor pressure 
(40) Grandiose ideas 
(41) Obsesslonal checking? 
(42) Obsessional cleanliness 
(43) Thought insertion 
(44) Thought broadcast 
(45) Thought block 
(46) Delusion of thoughts read 
i47) Verbal hallucinations 
(48) Dissociative hallucinations 
(49) Olfactory haltucinations 
(50) Other hallucinations 
(51) Delustons of control 
(52) Delusions of reference 
(53) Delusions of misinterpretation? 
(B4) Delusions of persecution 
(55) Delusions of grandiose ability? 
(56) Delustons of grandiose 
(87) Delusional explanations? 
(B8) Slowness and underactivity? 
(59) Behaves as if hallucinated 
(80) Blunted affect 
(61) Slowness of speech? 
(62) Neologisms 
163) Incoherence of speech 
(64) Adequacy of interview 


2. According to criteria of [CD-10 and DSM-III-R 
to cover thess; other tems were adequately covered by questions from the Diagnostic 
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Table 2 
Types of question in the CIDI 
Diagnostic system Code for crtena ` CIDI question Codes 
Example of a standard question with probes (1 2 3 4 5) 
SOM3RB8 C2 Have vou ever had a jot of trouble with back pain? PRB: 12345 
SMPN3RPI 
PPICD 
Example of a simplified no/yes question 
SMPN3RA C12 Have there ever been 6 months or more in your fife when NO: iie 1 
PPICDA most of the time you were bothered a great deal by (LIST YES ig eoe 5 
PAINS CODED '5'Q.C1-C11) 
Example of an Bge-of-onset and recency question 
C14 ONS/REC: When was the (first/last) time you were bothereda — ON:123456 
lot by these pam(s)? AGE ONS: J. 
REC 12345868 
AGE REC: _/__ 
Example of a time/eplsode-related question s 
DEP3RSE E41 Now [d like to ask about spells when you felt both ae es 
DEPICDRT (depressed/OWN EQUIVALENT} and had some of these other # SPELLS 
DEP3RRT problems like (LIST ANY ITEM CODED PRB5* FROM QS. E7- 


E31). In your lifetime how many spells hks that have you had 
that lasted two weeks or more? 





The labels in the left-hand column are a unique feature of the CIDI-core, and reflect which diagnostic cntena that particular question rs 


used to assess. 


The interview consists of 288 symptom questions, not 
all of which are asked of all respondents because of skip 
rules. Many of the symptom questions have to be asked 
in conjunction with so-called *probe' questions to assess 
severity and the psychiatric relevance of each respondent's 
answer. Besides symptom questions (a), the CIDI further 
incorporates the following types of questions (Table 2): (b) 
questions for the assessment of the last and first occurrence 
of a symptom ('recency"), as well as (c) selected items for 
duration and frequency of selected syndromes. 

The version used in the field trials differs from the final 
CIDI version (World Health Organization, 19875) in the 
following ways: (a) it does not contain 22 necessary new 
questions to meet ICD-10 criteria as well as DSM-III-R 
criteria, (b) it contains several items adapted from the PSE, 
(c) unlike to the final CIDI it' incorporates additional 
questions to assess the recency of individual symptoms, and 
(d) an earlier draft of the final alcohol and drug section 
was used (the results for this substance section are reported 
by Cottler et a/ (following paper, this issue)). 

The ES was used to allow judgements about the following 
areas: (a) the acceptance of the CIDI questions by the 
patient, (b) the overall appropriateness of the CIDI in 
clinical and ‘epidemiological’ settings (depending on the 
site), (c) the length of the interview, and (d) all items and 
sections for which problems were reported by the sites. 

The DRS was used to record all observed discrepancies 
between the interviewer and the observer, rating the most 
likely reasons for the discrepancy. 


Translation of the CIDI 


Translations of the English version of the CIDI and the 
other training materials were required in Greek, Portuguese, 


Kannada (India), Spanish, Chinese, Norwegian, Dutch, 
Italian, and French; the CIDI had been pilot tested in 
German. Because of possible cultural and language-specific 
problems, all participating centres sent their final translation 
and back-translation, together with a listing of translation 
problems, to the field trial co-ordinator before the study. 
This allowed for modifications to be made in either the 
instrument or the manual. 

Besides a number of smaller adjustments in some CIDI 
items, the following problems were acknowledged. (a) Parts 
of the section for organic brain syndrome were difficult 
to adapt to some rural settings and in less developed 
countries (where there was lesser ability to write or draw, 
and fewer equivalents for sentences and words used) which 
required modifications based on advice from local neuro- 
logical and neuropsychological research’ centres. (b) The 
questions for sexual problems as well as symptoms related 
to pregnancy in unmarried subjects were difficult to use 
in some countries like India. (c) There were difficulties in 
translating some symptom meanings into Chinese and 
Kannada (e.g. headaches, weakness, indicators for trouble 
in concentrating) (In these cases examples were added in 
parenthesis to the words in the question to clarify the 
underlying concepts). (d) With regard to the specific probe 
questions, a set of rules was developed for developing 
countries on how to code certain explanations of symptoms 
by ‘barefoot’ doctors or healers. (e) Because of difficulties 
determining weight and height criteria in some rural 
sites, interviewer judgement was used to assess these 
criteria. 

The translated versions of the CIDI-Core were produced 
in the same format as the English original version, 
page by page, to avoid mistakes and difficulties in data 
analysis 
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Table 3 
Srtes and types of settings of CIDI field trials 








Srte Type of setting/patients No. of No. of interviewers 
subjects ————————————— 
Clinical Non-clinical 
In-patent 
Cardiff, UK Hospital/psychiatnc ward 32 3 6 
Jena, Germany Neuropsychtatric university hospital and unit 25 3 2 
Beylng, China Medical university/psychiatric ward 32 2 2 
Luxembourg, Luxembourg Central hospital 32 4 0 
Minneapolis, USA University hospital chemical dependency treatment programme 21 1 2 
Amsterdam, the Netherlands University hosprtal/psychíatnc ward 40 3 3 
Out-patient 
Sydney, Australia Hospital anxiety clinic 32 2 6 
Bangalore, India Rural and general out-patient clinic 32 4 4 
Athens, Greece Genera! and mental hosprtal out-patient departments 37 3 2 
San Juan, Puerto Rico General and psychlatric out-patent department/university 40 2 2 
Sao Paulo, Brazil General and psychlatnc out-patient clinic 29 4 4 
Minneapolis, USA University hospital affective disorders unit 18 2 3 
Pans, Franca Psychiatric out-patient consultations/hospital 25 2 1 
Mainz, Germany Psychiatric out-patient clinic/university 32 3 5 
Milan, Italy Psychiatric out-patient service/university hospital 32 2 2 
Porto, Portugal! Community intervention unrt 32 b 3 
Oslo, Norway Psychiatric outdoor clinic and general hospital 32 3 3 
Other 
St Louis, USA Health mamtenancs organisation 25 3 3 
Munich, Germany General practioner attenders 29 2 4 
Totals 575 53 66 





in Pans five of the subjects examined were interviewed in the Internal medicine ward of the hospital. These five cases were left m the 
analysis, because the reason for consultation as weil as their characteristics did not differ from the other subjects selected in this arte 
in Athens - as part of an ongoing study in that unit - 12 relativas of psychiatnc casos were examined 

in Mainz - for the same reason as Athens - 16 subjects were mcluded 

in Milan four of the selected psychiatric out-patients were admitted as in-patients after they had been selected for inclusion in the study 


Study procedure and data analysis 


The translations and back-translations of the CIDI were 
finalised by December 1987. In early 1988 the on-site training 
courses and the preparation of the study requirements took 
place. Data collection started in February and ended in May 
1988. The CIDI interviews were locally and centrally edited 
and checked for mistakes and inconsistencies and were then 
entered on the computer for the final analysis in Munich. 
Data analysis was completed ın July 1988 and results were 
circulated to all centres for comment, Final analyses were 
made in the autumn and winter of 1988. For the reliability 
analyses of the CIDI/DSM- III diagnoses, a modified version 
of the computer program to analyse information collected 
with the Diagnostic Interview Schedule (DIS) Version III 
was used (Semler et al, 1987). This program allows the deri- 
vation of the diagnostic categories with and without DSM-III 
exclusion rules. These were not applied in the current 
analysis. The reliability and acceptability of the substance 
use disorder sections are reported in the following paper. 


Results 


Of 590 subjects interviewed across all sites and rated by 
the interviewer and the observer, 575 were eligible for 


analysis; 15 were excluded because of violations of the 
design or incomplete codings not allowing the application 
of the diagnostic computer program. The mean age of 
subjects was 39.3 years (s.d. 14.3), 41.4% were male, 58.6% 
female, 34.3% were never married, 44.9% were married, 
9.9% were divorced, 4.7% were separated and 5.7% were 
widowed. Types of setting and numbers of patients at each 
site are shown in Table 3. 


Feasibility and acceptance of the CIDI across centres 


The majority of raters in the 18 centres judged the CIDI 
as being acceptable (49.3% as good, 41.5% as moderate, 
9.2% as poor), with no country-by-country variation. 
Concerns were expressed by only seven interviewers 
in centres that included in-patients, specifically with regard 
to the rather lengthy section for alcohol and drugs, the 
format of the depression section (being too long and 
complicated for severely disturbed subjects) and the 
repetitiveness of some probe and recency questions. 
The CIDI was also judged as being appropriate for most 
of the settings, especially out-patient and primary-care 
settings (25.9% as very appropriate, 59.3% as appropriate). 
It should be acknowledged, however, that in clinical settings 
with more seriously ill subjects, 30.7% of the interviewers 


650 


rated parts of the CIDI as inappropriate. L=ss favourable 
ratings were especially given for the sections for schizophrenia 
and depression. At two of the sites interviewing almost 
exclusively acute psychiatric in-patients - the majority of 
whom had symptoms of psychosis (Amsterdam and Milan) - 
doubts were expressed regarding the valid-ty of some of 
the codings of delusions and hallucinations as well as the 
assessment of feelings of worthlessness and sleep disturbance, 
and here the CIDI was criticised for relying exclusively on 
the subject's self-report. 

One general criticism from many sites concerned the 
length of the CIDI. Only a few (11.2%) of the interviews 
lasted less than one hour, while 35.4% lasted one to two. 
hours and 36.4% lasted two to three hours. In 52 subjects 
the administration of the CIDI had to be split in two 
sections, in six cases even in three; all of these were 
conducted in in-patient settings. Independent of type of 
setting or site, the majority rated the CIDI as being too 
long (65%) or even much too long (15%), particularly 
the sections for depression, alcohol and drags. The centre 
in India reported that the illiterate respondents took 
substantially longer than literate subjects. 


Number of lifetime and six-month diagnoses across centres 


Table 4 indicates the number and percentage of subjects 
fulfilling diagnostic criteria according to the CIDI/DSM-III 
program without the optional DSM-III exclusion rules. 
Diagnoses for alcohol and drug abuse and Cependence were 
not included in this analysis (see following paper). A total 


Table 4 
Lifetime and six-month CIDI/DSM- IIl diagnoses (7 = 575) 
(excluding alcohol and drug-related disorders) 





Lifetrme Six-month 
n 96 n 96 

Organic brain syndrome 

definite 18 3.1 18 3.1 

probable 34 59 : 34 5.9 
Any depressive disorder 224 39.0 173 30.1 

dysthymia 102 177 84 111 

major depressive — single 43 7.5: 28 6.0 

major depressive — recurrent 135 23.5 111 19.3 
Bipolar disorder | 22 . 3.3 16 2.8 
Bipolar disorder Ii 26 4.3 20 3.6 
Obsessive-compulsrve 74 12.3 64 98.4 
Panic disorder 85 143 61 10.8 
Generalised anxiety 289 50.3 226 39.3 
Any phobic disorder 260 452 204 36.5 

agoraphobia : 173 303 149 25.9 

agoraphobia with panic attacks 109 19.0 100 17.4 

simple phobia 16b 287 131, 22.8 

social phobia 116 202 98 17.0 
Somatisation 4 07 4 07 
Schizophrenic disorder 44 77 32 66 
Schrzophreniform disorder 8 14 8 1.4 
Anorexia nervosa 2 03 1 02 
Tobacco dependence/abuse 174 303 124 21.6 
Pathological gambling 9 16 0 0 
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of 62 subjects did not meet DSM-III criteria for any 
diagnosis. In both the lifetime and six-month time frames, 
many subjects fulfilled criteria for more than one diagnosis. 
The most frequent lifetime disorders were generalised 
anxiety (50.3%), major depression (31.0%), tobacco use 
disorders (30.3%), and agoraphobia (30.1%). Lowest 
frequencies were found for eating disorders, pathological 
gambling and somatisation. There was some variability 
between centres depending on the kind of setting and the 
severity of the patients’ conditions. In-patient institutions 


^ Table 5 
inter-rater reliability (n * 575) across all centres 


Diagnosis Kappa  Percent- Interviewer/ 





age observer 

agreement fmdmgs! 

Organic brain syndrome 0.90 98.3 517 4 
8 60 

Any depressive disorder 0.95 97.6 345 8 
6 216 

dysthymia 0.96 89.0 472 5 

1 97 

major depressive - single 0.97 99.7 531 1 

1 42 

major depressive — recurrent 0.93 97.4 433 8 

' 7 127 

Bipolar disorder | 0.92 99.5 633 3 
0O 18 

Bipolar disorder 1i 0.94 99.5 649 2 
1 23 

Obsessive-compulsive 0.84 98.8 497 4 
` 4 70 
Panic disorder 0.94 98.4 485 4 
B 81 

Generaksed anxiety 0.96 97.9 280 86 
6 283 

Any phobic disorder 0.98 98.8 312 4 
3 256 

agoraphobia 0.99 99.5 398 0 

3 173 

agoraphobia with panic attacks 0.94 98.3 461 .5 

5 104 

simple phobla 0.96 97.9 405 7 
5 158 

social phobia 0.97 99.1 457 3 

y 2 113 
Somatisation 0.67 99.7 574 2 
0 2 

Schizophrenic disorder 0.91 98.8 529 65 
2 39 

Schizophrenrform disorder 0.89 989.7 565 0 
$ 2 8 
Anorexia nervosa 0.80 99.8 572 "O0 
1 2 

Tobacco dependence/abuse 0.98 98.3 398 1 
3 173 


1. Number of agreements on subject having no disorder is in the 
upper left cell; number of agreements on subject having the disorder 
t$ In the lower right cell. The remaimng calls show the disagreements. 
The full sampla could not be analysed in the case of organic brain 
syndrome, bipolar | disorder, or agoraphobia 
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had the highest mean number of lifetime diagnoses per 
patient (3.2 per patient), followed by out-patient settings 
(2.6 diagnoses). The lowest number of diagnoses were 
found - as expected — in the general practice settings (1.8) 
and in the health maintenance organisation in St Louis, 
USA. 


Diagnostic agreement 


The kappa values.across centres were excellent in all 
diagnostic sections (Table 5). Percentage agreements for 
all diagnoses were above 9095, kappa values were highly 
significant, and with three exceptions above 0.90. Although 
the CIDI requires complex ratings for many of the symptom 
items - ranging from simple ‘yes/no’ responses, to complex 
probe questions with five different coding options, to 
judgements of onset and recency of selected symptoms and 
all syndromes - no significant diagnostic disconcordance, 
' was found. The lowest kappa values were found for 
somatisation, schizophreniform disorders and anorexia, 
possibly due to low base rates. 

Given the base-rate problem with kappa and the relatively 
small number of subjects per site, it is not possible to report 
separate concordance statistics for each site. Specific 
intersite differences however were examined by analysing 
the average number of discrepant ratings between interviewer 
and observer. On average 1.68% (s.d. 1.64%) of all 
symptom ratings made were discrepant. The number of 
discrepancies correlated (r= 0.38, P<0.01) with the overall 
number of ratings, thus indicating that in-patient settings 
with multisymptomatic subjects revealed slightly higher 
numbers of discrepancies (2.04) than out-patient (1.52) 


settings. . 


Agreement on the item level 


- The concordance of raters for the symptom questions in 
all diagnostic sections was good to excellent. Figure 1 
displays the box-plots of kappa values for symptom questions 
for each of the diagnostic sections. There are only a few 
items indicating some disagreement among raters which 
deserve closer attention: for example, in the depression 
section the item **Did you tell a doctor about this spell?”’; 
in the schizophrenia section a few questions assessing the 
psychosocial impact of hallucinations and delusions; and 
for obsessive-compulsive disorders the question about had a 
doctor been told about the syndrome. The section for 
organic brain dysfunction has a wide score distribution because 
a number of items (drawing, naming objects, handling of 
objects) require close observation of the patient's behaviour, 
which was not possible within our research design, thus 
causing some disagreements, and because of problems 
arising in translation, as discussed under ‘Method’. 
Because the CIDI is specifically designed to assess the. 
occurrence of disorders over the whole life-span, the 
analysis of all time-related questions was of specific interest. 
For the 'recency' questions, which are asked in some 
sections for individual symptoms as well as for syndromes, 
almost perfect agreement was found when dichotomising 
the rating options into *present in the last four weeks' and 
*not present in the last four weeks'. The only section with 
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Fig. 1 Kappa score distribution (box-plot) for CIDI symptom 
questions for each diagnostic category (Including PSE items). Box- 
plots are used to zhow the data distribution. The box shows the 
middle 50% of values (the ‘spread’) and the line inside the box 
shows the median value (‘location’), and the length of line above 
and below the box (‘tail’) indicates the remaining 50% of the values. 
The °X’ indicates ‘outhers’ in terms of the score distribution; the 
*o's are ‘extreme outliers’. The bottom lme indicates the diagnostic 
sections and the number of symptom questions for each diagnostic 
category: TOB = tobacco dependence, SOM = somatisation, PAN = 
panic disorder, GAD = generalised anxiety, PHO= phobie disorders, 
DEP = depression, MAN = mania, SCH = schizophrenic disorders, 
ANO anorexia nervosa, OBS = obsession, SEX = psychosexual 
dysfunction, GAM = pathological gambling, ORG = organic brain 
syndrome, BUL = bulimia. 


a noticeable variation was the one for obsessive-compulsive 
disorder. This discrepancy may be due to the rather lengthy 
symptom question for obsessive thoughts that was frequently 
readministered by the observer who felt that this question 
was not asked appropriately by the interviewer. In these 
cases the recency code for the last occurrence of the 
symptom was sometimes different in the interviewers’ and 
observers’ codings. Concordance for items for which the 
subjects were asked for the age of first occurrence of a 
symptom (lifetime) (all sections) as well as the frequency of 
episodes and their length (depression, mania, schizophrenia 
sections) was determined by using the intraclass correlation 
coefficient (CC). The ICC values revealed excellent 
concordance, with scores ranging between 0.70 and 0.98. 


Discrepancies 


The analysis of the DRS revealed an average of almost 4.3 
discrepancies (1.68% of all CIDI questions) per subject. 
The highest proportions of discrepancies (number of 
discrepant judgements/number of overall judgements per 
section) were found in the sections for somatisation (33%), 
phobias (24%), obsessive-compulsive disorder (24%), 
mood disorders (11%), and psychotic disorders (10%). The 
most frequent types of disagreement were mistakes by an 
interviewer in either the presentation of the question (23%) 
or the administration of the complicated probe flowchart 
questions (39%), which need to be followed rigidly. Another 
relatively frequent reason for discrepancies was that the 
respondent had simply changed his/her mind (24%) when 
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the question was readministered by the observer. Implicit 
problems with the formulation of the question (8%) or 
coding errors (1%) account for only a small proportion of 
the discrepancies. 

Because the vast majority (n= 454) of examinations were 
conducted by pairing a clinical with a non-clinical interviewer, 
it is difficult to study systematically the effect of type of 
interviewer. In comparing, however, the mzan number of 
discrepancies found for clinician pairs (n — 77; mean 1.13% 
discrepancies) with the findings for non-clinician pairs 
(n — 49; mean 1.65% discrepancies) or the clinician-non- 
clinician pairs (mean 1.62%), there is an :ndication that 
the clinician pairs made fewer discrepant decisions. This 
interpretation must be cautious, however, because data 
from the clinician-clinician comparisons come from three 
non-psychiatric out-patient sites with relatively asymptomatic 
subjects only, and thus could not be regarded as being 
representative, No differences were found for the comparison 
of ‘type of interviewers’ versus ‘types of discrepancies’. 


Discussion 


Our findings emphasise the generally good acceptance. 


and appropriateness of the CIDI for the assessment 
of symptoms and syndromes of mental disorders and 
its classification of them along the criteria of 
established diagnostic systems in different settings, 
countries, and cultures. Only few CIDI questions 
were identified as candidates for modification because 
of national or cultural reasons. The only general 
criticism referred to the length of the interview. 
Factors mainly responsible for this proved to be the 
many individual ‘recency’ questions for specific 
symptoms, the sections for somatoform disorders 
(somatisation, hypochondriasis and persistent pain 
disorder), depressive disorders and, especially, the 
two new sections for alcohol and drug abuse and 
dependence. The solution to this problem lies in the 
deletion of most symptom recency ques-ions, together 
with the implementation of summary recency questions. 

The finding of the good inter-rater reliability of 
the CIDI in the present study was not unexpected 
because of (a) results of earlier studies in the context 
of the development of the DIS (compare overview 
by Burke, 1986), (b) previous reliability and validity 
studies of the CIDI (Farmer et al, 1987; Semler et al, 
1988; Wittchen et al, 1989; Semler, 1990), and (c) 


subsequent attempts to improve this instrument’ 


further. Nevertheless, the fact that concordance for 
almost all diagnoses was above a kappa value of 0.9 
needs explanation. Regarding test-retest reliability, 
in a study of the CIDI with two differeat interviewers 
examining the patient within two to three days, Semler 
et al (1987) found kappa values that are with one 
exception almost 0.2 kappa values lower than those we 
report (see Fig. 2). There are several explanations 
for our higher agreement coefficients, all related to 
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Fig. 2 Reliability of the CIDI: BÀ inter-rater (n= 575), [1 test- 
retest (n= 60; from Semler, 1990) (abbreviations as for Fig. 1). 


our specific design characteristics. (a) It might be 
easier to get better concordance when both raters are 
in the same room. With an observer present, the 
interviewer might have felt obliged to keep more 
closely than otherwise to the rigid rules for admin- 
istering the CIDI. (b) The two ratings in the inter-rater 
design were obtained within the same session, thus 
reducing the possible sources of variance occurring 
because of a change of the patient's psychopatho- 
logical state. Change in the patient's' condition 
might be regarded as an important source of variance 
in a test-retest design with a two- to three-day 
interval. (c) This study design is of course more 
vulnerable to design violations than a more strict 
test-retest design with two independent investigations. 
In some cases observers might not have strictly 
coded the patient response, but rather what he/she 
suspected would be the final coding of the interviewer, 
thus violating the design intent. Although this 
assumption is difficult to test, it is relatively unlikely 
that this has had a major effect on our data. (d) A 
more likely explanation might be seen in differences 
of the sample selection. Semler's study was con- 
ducted in severely and acutely disturbed in-patients, 
including a relatively high proportion of psychotic 
patients, whereas the present study included many 
out-patient settings, with some monosymptomatic 
Cases. 

The analysis of the reasons for discrepancies 
demonstrated that the major source of discrepancies 
lies in subtle modifications of the original CIDI 
question and deviations or modifications of the 
complex set of rules for the probe questions. 
Complying with the CIDI rules seems to be even 
more important if the instrument is going to be used 
by such a heterogeneous group of users as in our field 
trials. Although we used clinician and non-clinician 
interviewers, we could not demonstrate any important 
differences between these two groups. In this respect 
it seems important to emphasise that the CIDI 
requires, for clinician as well as non-clinician 
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interviewers, a comprehensive one-week course of 
structured training before its administration. 
Thus, we can conclude that the CIDI, as an 
almost completely standardised diagnostic instru- 
ment, reduces effectively one major source of 
disagreement, that is inter-rater variance, typically 
found to be a frequent source of disagreement in all 
less standardised psychiatric interviews. Whether the 
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high inter-rater reliability of the CIDI also results 
in an improved content validity and procedural 
validity needs to be determined in further studies. 
Studies of this kind are currently under way with a 
slightly revised and shortened final version of the 
CIDI (World Health Organization, 19895) in a 
second wave of the WHO/ADAMHA CIDI field 
trials. 
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The CIDI-Core Substance Abuse and Dependence Questions: 
Cross-cultural and Nosological Issues 


L. B. COTTLER, L. N. ROBINS, B. F. GRANT, J. BLAINE, L. H. TOWLE, H.-U. WITTCHEN, N. SARTORIUS 
and PARTICIPANTS IN THE WHO/ADAMHA FIELD TRIAL 


The CIDI is a fully standardised, structured interview for the assessment of psychiatric disorders 
according to DSM-III-R and proposed ICD-10 criteria. The development of this Interview 
has been the collaborative effort of researchers from 18 sites around the world. In a field 
tnal to test the cross-cultural acceptability and rellability of the questions, there was found 
to be high acceptance and excellent reliability for the substance use questions, problems with 
the lengthy alcohol sectlon, and difficulties translating relevant substance use concepts into 
different languages. There is therefore room for further improvement In the substance-related 
questions. There proved to be differences between ICD- 10 and DSM-III-R regarding substance 


abuse and dependence disorders. 


The Composite International Diagnostic Interview 
(CIDI) Core Version 1.0 (World Health Organization, 
1987) is a fully standardised diagnostic interview for 
the assessment of psychiatric disorders which allows 
their classification according to DSM-III-R criteria 
(American Psychiatric Association, 1987) and ICD-10 
(World Health Organization, 1989a). The collaborative 
efforts to develop this instrument have been made 
possible by the World Health Organization (WHO) 


and the US Alcohol, Drug Abuse, and Mental Health 
Administration (ADAMHA) Joint Project on Diagnosis 
and Classification of Mental Disorders, and Alcohol- 
and Drug-Related Problems. This is one product of 
the efforts initiated in 1980 when the WHO/ADAMHA 
Joint Project began to support the development of 
a family of instruments for psychiatric assessment. 

The CIDI is an epidemiological instrument that 
allows non-clinician interviewers to ask questions 





The field trial participants included, in addition to those listed above: A. C. Altamura, G. Andrews, J. D. Burke, P. R. Dingemans, 
A. Droux, A. Farmer, J. E. Helzer, A. Janca, J. P. Lepine, C. T. Miranda, C. Pull, D. A Regier, M. Rubio-Stipec, I. Sandanger, 
R. Smeets, G. Tacchini, M. Tehrani, J. E. Tipp, C. Allgulander, J, Halikas, G Ingebrigsten, M. Isaac, P. L. Jenkins, G. E. Kuehne, 


G. Lyketsos, W. Maier, J. Kraus, Liang Shu. 
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in a highly standardised fashion, and to elicit 
answers which can be combined by computer to 
produce diagnoses according to the published criteria 
of different diagnostic systems. The CIDI Core 
Version 1.0 (hereafter referred to as the CIDI-Core) 
covers two of these diagnostic systems, ICD-10 and 
DSM-III-R, for a subset of diagnoses. 

The original substance abuse and dependence 
sections of the CIDI came from the Diagnostic 
Interview Schedule (DIS; Robins ef al, 1981); they 
assess the abuse of and dependence on tobacco, 
alcohol, cannabis, barbiturates and t-anquillisers, 
amphetamines, cocaine, heroin and other opiates, 
phencyclidine (PCP) and other hallucinogens and 
inhalants according to the DSM systems, the Feighner 
criteria (Feighner et al, 1972), the Renard Diagnostic 
Interview (RDI; Helzer et al, 1981) and Edwards- 
Gross criteria (Edwards & Gross, 1975). With new 
developments in the nomenclature of che DSM and 
ICD systems, the WHO/ADAMHA Joint Project 
appointed a task force on alcohol- anc drug-related 
disorders which suggested that the content and 
format of the substance use sections be revised to 
accommodate the classification changes. The task 
force also recommended adding: (3) symptom- 
specific onset and recency questions to assess the 
natural history of substance abuse; (b) sections on 
the specific withdrawal symptoms and physical, 
social and psychological consequences for each drug; 
and (c) quantity/frequency questions to assess the 
severity of the dependence syndrome. Questions 
were developed to cover these areas; however, it 
was apparent that the application of an optimal 
version would be too detailed to be included in the 
CIDI-Core where a substance use disorder was just 
one among many psychiatric disorders covered, 
so this lengthier version was kept as a separate 
instrument - the CIDI Substance Abuse Module 
(SAM; Robins et al, 1990). 

The symptom questions in the SAM were field 
tested for inter-rater reliability in St Louis and were 
found to have excellent one-week retest reliability 
among substance abusers in treatment (Cottler et al, 
1991). Thus, the SAM questions influenced an early 
version of the CIDI-Core. An international sub- 
committee was formed to suggest further refinements 
to the CIDI-Core and these changes were then pre- 
tested as part of the 1988 wave I CIDI-Core field 
trial in 18 sites around the world. 

The-main purpose of the field trial was to assess 
the CIDI-Core in a variety of research settings aiid 
cultures. The reliability and acceptability of the 
psychiatric symptom questions and diagnoses, other 
than those pertaining to substance use disorders, 
were found to be reliable and acceptatle (see previous 
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paper, this issue). The present paper describes the 
results of the CIDI field trial in terms of the 
acceptability of the substance questions in various 
cultures, the inter-rater reliability for these questions, 
and difficulties in translating relevant words and 
concepts into different languages. Further suggestions 
for improvements are discussed. In addition, analyses 
have been done which assess system differences 
between ICD-10 and DSM-TII-R substance abuse 
and dependence disorders. 


Method 


The CIDI-Core field trials, including sample characteristics, 
are described in detail in the previous paper (this issue, 
pp. 645—653). Briefly, 590 subjects from 18 centres around 
the world participated in the first wave, which began in 
spring 1988. At each site a minimum of 25 persons 
were interviewed. At six sites the subjects were hospital 
in-patients; at 11 sites they were hospital out-patients (in 
Minneapolis there were both in- and out-patients). One 
site sampled those enrolled with a health maintenance 
organisation and another recruited patients from a general 
practice. 

The principal investigators from each site underwent 
& one-week training course in Munich. The original 
CIDI-Core was written in English. Strict back-translation 
methods were followed by, each centre for translating 
both interviews and training materials. The principal 
investigators then trained the 53 clinicians and 55 non- 
clinician interviewers who participated in these trials. 

Each subject was independently rated by an interviewer 
and an observer. While the interviewer queried the respondent 
using the CIDI-Core, the observer silently documented 
discrepancies, or questionable areas for clarification with 
the respondent at the end-of the interview. 

In developing the section on substance use, care was taken 
to minimise the confrontational nature of questions on drug 
abuse. For example, questions on lifetime tobacco use were 
placed near the beginning of the psychiatric interview to 
provide an easy introduction, since this behaviour is 
common, freely admitted, and is not considered threatening 
by respondents. In contrast, the alcohol and drug sections 
were placed nearer the end of the interview, after the 
sections on somatisation, affective, and anxiety disorders, 
so they could be asked after rapport had been achieved. 

‘Skip-outs’ were provided appropriately; for example, 
questions about tobacco use were terminated if a respondent 
reported never smoking daily for a month or more. The 
questions about alcohol were skipped for respondents who 
denied ever having had a drink and the drug questions 
skipped if no, drug had ever been used six or more times. 

Two interview documents per subject.were produced - one 
recorded by the interviewer and one by the observer. Only 
the interviewer's coding of the responses is used for the 
descriptive analyses, while for reliability statistics, the 
Observer's record of responses is compared with the 
interviewer's. The kappa statistic was used to analyse 
the agreement between raters on all responses which 
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are dichotomous. Diagnostic algorithms developed at 
Washington University in St Louis were used to determine 
DSM-IH-R and ICD-10 ; psychóactive substance use 
diagnoses. 

The length of the TN abuse section prohibits ihe 
publication of these questions here; however, the question- 
naire can be obtained by writing to the authors. The 
substance abuse sections differed from other sections In that 
the age of onset and recency of each symptom is ascertained. 
In other sections, a summary age of onset and recency is 
ee pom trem 
a group of symptoms occurred. 


“Results 


Nine of the 590 subjects interviewed had data missing from 
the substance abuse section, ce oe ae 
to 581 subjects. 


Acceptability _ 


"Te most common complaint was thai the kübetamce d bote 
sections were still unbearably long within the context of 
a full psychiatric diagnostic interview. The onset questions 
for individual positive symptoms added considerably to the 
interview administration time. This complaint was heard 
from every site and documented in the ratings completed 
by each interviewer at the end of the interview session. 

The acceptance ratings of the alcohol, drug and tobacco 
sections are shown in Table 1. The tobacco section received 
Scores indicative of overall acceptance, although several 
sites — in the Netherlands, Australia, Portugal and Italy - 
questioned the inclusion of tobacco use in a psychiatric 
interview. The alcohol section, although shorter than the 
drug section, was perceived to be slightly longer than the 
drug section. This was perhaps because it had to be asked 
of many more persons, both because alcohol use is more 
common than drug use and because the alcohol section did 
not allow a skip for persons whose experience with alcóhol 
was minimal: only respondents who volunteered that they 
had never had a drink were excused. A unanimous decision 
was later reached to exclude persons with minimal drinking 
histories. The revised CIDI-Core now allows a skip for 
persons who have never had ‘‘as many as 12 alcoholic drinks 
in any one year” and persons who have never had ‘‘at least 
12 drinks in their lifetime”. 

None of the subjects who had not drunk as regularly as 
once a month or had never had four drinks in four hours 
met diagnostic criteria. More than a quarter (28%) of the 
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sample could have skipped the section on the basis of these 
two questions without losing a single case of abuse or 
dependence. Another 6% of the sample could have skipped 
the section after a brief set of questions asking about 
drinking heavily (having seven drinks once a week for 
several months), drinking more than intended to, being 
preoccupied with drinking, giving up activities for drink 
and having physical, psychological or social problems 


- from drinking. These data suggest that an appropriate 


quantity/frequency question may function as an efficient 
screen. 

Other changes to shorten the interview included reducing 
the number of questions asked to assess a single alcohol 
criterion, combining recency and onset questions for criteria 
assessed by multiple questions, and reducing the number of 
drug categories by combining tranquillisers with barbiturates 
in a sedative section and heroin with other opiates for an 
opiate category. 

Although the length of the substance abuse section was 
a problem at all sites, other problems were site specific. 
These were not unexpected, since cultures differ in attitudes 
towards substance use and in defining when use becomes 
abuse. For example, collaborators experienced a number of 
difficulties with the operationalisation of substance abuse 
and dependence criteria. One centre noted that binge 
drinking (staying drunk for two days or longer) is acceptable 
behaviour during ‘official festivals’. To make this question 
culturally appropriate, exclusionary criteria were added for 
binges restricted to these occasions. Several sites reported 
that some respondents were offended by being asked about 
legal and illegal drugs in the same question and recommended 
a distinction between them in the interview so that persons 
who used prescribed medications could admit this without 
the stigma attached to illicit drug use. Thus, separate 
categories were provided for prescribed and illicit drugs. 

Interviewers, respondents and translators in some sites 
noted problems with the translation of certain words in the 
interview. For example, the word 'drink' (frequently used 
as a noun and a verb) was not clear to all respondents, since 
it does not mean an ‘alcoholic beverage’ in some cultures, 
and in others implies whisky but not beer or wine. 
Measuring intake was problematic because there are cultures 
which have no standard 'drink' in terms of alcohol content 
and strength. Additionally, the words ‘high’, ‘tolerant’ and 
‘dependent’, used throughout the interview, are either not 
translatable or difficult to translate into some languages. 

Many of the differences noted are unavoidable for 
substance disorders, which can arise as a consequence to 
a variety of substances. Thus, the Joint Project Task Force 
recommended that investigators should know their local 


Table 1 
Mean overall acceptance ratings of alcohol and drug sections of the CIDI-Core 








Section Length Acceptance 
Alcohol 1.2 1.1 
Drugs 1.8 1.5 
Tobacco 2.9 2.9 


General appropriateness 


1.4 
-, 19 
3.0 te 


Cultural appropriateness Recency/onset sections 





4 1.8 
.8 1.8 
1 á 


ML 





Rating codes: length and recency/onset: much too long = 1, too long = 2, acceptable «3. Acceptance: poor « 1, moderate «2, good =3. 
General and cultural appropnateness: not appropriate = 1, appropriate = 2, very appropnate = 3. 
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customs surrounding drinking and drug use including the 
usual volume drunk and the alcohol content by volume, 
and that translations be faithful to the interview’s intent 
rather than to its original wording. The tesk force also 
suggested that the interviewers be well trained on the intent 
of all questions. 


Rates of drug use and symptoms 


In spite of cultural differences, there was an amazing 
similarity across sites in the types of drugs used and 
symptoms reported. All centres asked the tobacco, alcohol 
and drug questions in the CIDI-Core. In ell sites except 
Beijing, at least one respondent reported using drugs at 
some time in his/her life. Most subjects reported smoking 
daily for a month or more at some time in their life (56.3%). 
Over a quarter (25.1%) of the sample met criteria for 
lifetime heavy drinking (defined as ever drinking the 
equivalent of 20 drinks of liquor in one day, daily drinking 
of at least seven drinks for two weeks, or two months of 
drinking at least seven drinks a week). A quarter of the 
entire sample (1147) reported never drinking; these 
persons are excluded from the remainder of the alcohol 
analyses. Illicit use of drugs six or more times was reported 
by only 14% of the sample. Marijuana was the most 
commonly used drug (12%), followed by tranquillisers, 
barbiturates and amphetamines (each 596). Cocaine use was 
reported by 4% of the sample, hallucinogens and opioids 
were less commonly reported (3% each). Inhalants and PCP 
were the least commonly used (1% each). 

Common symptoms relating to substance use are shown 
in Table 2. Experiencing emotional problems from drugs, 
developing tolerance to drugs, and using larger amounts 
of drugs than intended were each reported by nearly half 
the persons reporting any use of drugs six or more times. 
The use of the same criteria for abuse and dependence for 
all substances allows us to report the proportion positive 


Table 2 
Symptoms arísing from substance use among 581 
subjects interviewed 


Among Among persors Among heavy 


drug users! who dnnk? drinkers only 
(nx 84) (n= 434) (n=147) 
Preoccupation with 35% 17% 44% 
substance 
Used larger amounts 45% 22% 55% 
Failed to cut down 35% 17% 45% 
Tolerance 48% 29% 75% 
Withdrawal 35% 16% 48% 
Physical problems 17% 12% 34% 
Social problems 30% 30% 73% 
Intoxicated at work 27% 18% 43% 
Emotional problems 49% 1396 34% 
Salience 32% 10% 31% 
Hazardous use 33% 21% 60% 


All interviewer/observer kappa values were O S4 or greater. 
1. Used-drugs illicitly at least six times 
2 Excludes 147 persons who reported never having a dnnk 
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for these symptoms among all drinkers and among those 
who had been heavy drinkers (Table 2).-Among both types 
of drinkers, social problems and tolerance were the most 
common symptoms reported. Heavy drinkers were at least 
twice as likely to report experiencing any symptom. 


Reliability 


An additional purpose of the field trial was the evaluation 
of the reliability of diagnoses and of the specific questions 
used to make alcohol and drug abuse and dependence 
diagnoses. Kappa values in excess of 0.93 were obtained 
for agreement between observer and interviewer reports of 
lifetime use of these substances and over 0.94 for each of 
the symptoms in Table 2, indicating excellent reliability. 


Nosological comparisons 


Although not one of the goals of this field trial, these data 
offer an early opportunity to address differences in the way 
in which the alcobol and drug disorders are classified in 
DSM-HI-R and ICD-10. Comparisons are provided for the 
most commonly reported substances: alcohol, marijuana, 
opioids, and stimulant use. The comparisons exclude 
tobacco disorders because DSM-III-R and ICD-10 criteria 
were not assessed in the CIDI-Core version used in the field 
trials, In Table 3, the number of persons who met 


Table 3 
Nosological comparisons between DSM-III-R and ICD-10 
substance use disorders among 581 subjects interviewed 
DSM-III-R category ICD-10 category: no. of patients 


Dependence Harmful Neither Total 








Alcohol’: kappa «0.81 

Dependence 85 11 8 104 
Abuse 8 11 16 35 
Neither 1 28 262 289 
Total 94 48 286 428 
Manjusna?: kappa - 0.48 

Dependence 0 12 5 17 
Abuse 0 8 6 12 
Neither 0 0 39 39 
Total ‘0 18 50 88 
Opioids” (heroin and any 

opíates): kappa - 0.82 

Dependence 0 0 0 0 
Abuse 0 10 2 12 
Neither 0 0 8 8 
Total 0 10 10 20 
Stimulants? (includes cocaine, 

amphetammnes): kappa = 0.46 

Dependence 0 6 7 12 
Abuse 0 8 4 10 
Neither 0 0 18 16 
Total 0 11 17 38 


1. Excludes 147 persons who never had a drink and six persons 
with massmg data. > 
2  inckudes only persona who had used these drugs at least sx umes 
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DSM-III-R lifetime criteria is cross-tabulated with the 
number who met lifetime criteria for an ICD-10 diagnosis. 
Thus, for ICD-10, three or more symptoms are necessary, 
but the requirement for these symptoms to occur together 
in one month or in previous 12 months is ignored. 

The comparisons for alcohol exclude the 147 persons who 
never had a drink. The comparisons for the remaining 428 
persons show that DSM-III-R has labelled 104 persons as 
dependent while ICD-10 has so labelled only 94. More 
persons (48) met criteria for ICD-10 ‘harmful use’ than 
met criteria for DSM-III-R ‘abuse’ (35). Of the 35 persons 
in the DSM-III-R abuse category, 11 were in the ICD-10 
harmful use category, while 8 of the 94 labelled dependent 
in ICD-10 were labelled abusers according to DSM-III-R. 
The ICD-10 harmful use category has broader limits than 
the DSM-III-R abuse category. The kappa statistic for 
overall agreement for all alcohol disorder categories is in 
the good to excellent range (0.81). 

No respondent met ICD-10 criteria for marijuana, 
stimulant or opiate dependence, although 17 persons were 
diagnosed with marijuana dependence and 12 diagnosed 
with stimulant dependence according to DSM-III-R criteria. 
However, for marijuana, as with alcohol, more persons met 
criteria for ICD-10 harmful use than for DSM-DI-R 
abuse. 

The low kappa value for marijuana (0.48) indicates that 
diagnostic agreement between the two systems was not as 
good as for alcohol. The poor agreement (kappa = 0.46) 
for stimulants overall was due primarily to the lack of 
agreement for the dependence category. Opioid disorders 
were rare among persons who used opioids; furthermore, 
dependence criteria were not met for either of the diagnostic 
systems. The two systems’ distributions of opioid abuse and 
harmful use were approximately equivalent (kappa — 0.82). 
The higher agreement for opioids (compared with other 
drugs) was probably due to the more severe consequences 
of these substances. At least for three commonly reported 
substances - alcohol, marijuana and stimulants ~ the CIDI- 
Core questions which cover the DSM-III-R system seem 
to cast a wider net for dependence than the questions which 
cover the ICD- 10 system. 


Discussion 


The substance use sections of the CIDI-Core were 
the sections most extensively revised as a result of 
the field trial. These revisions have reduced the 
length of the instrument and recognised cultural 
differences in patterns of substance use and language. 
Reliability presented no problem. Furthermore, 
because the criteria continue to evolve, a symbiotic 
relationship exists between criteria development and 
instrumentation, which guarantees continued change. 
As Robins (1989) and Cottler & Keating (1990) have 
demonstrated, this relationship is particularly strong 
with substance abuse and dependence because a lack 
of clarity in diagnostic concepts is sometimes only 
realised once the operationalisation of these concepts 
is attempted. The difficulty encountered is intensified 
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when the questions and concepts must be translated 
into a variety of languages and understood by 
persons from many cultures. 

In spite of the difficulties, the CIDI-Core substance 
use sections, as they appeared during our first field 
effort, have been found to be acceptable and highly 
reliable. The field trial confirmed the authors’ 
suspicions that the sections were too long. Incorpor- 
ating a skip instruction early in the alcohol section 
should help solve the problem. Moreover, as with 
other diagnostic sections of the CIDI-Core, revisions 
have been instituted by the task force to make the 
interview shorter and more palatable. 

Even though the CIDI-Core has been revised, we 
have no reason to believe that the reliability of these 
new, revised questions will be poorer than that 
reported for these original questions, since the 
changes were in response to problem areas and the 
changes were well thought out, and pre-tested in 
certain instances. However, it must be emphasised that 
the newest changes have not undergone rigorous pilot 
testing. The plans for a further set of international 
studies which assess test-retest reliability and diag- 
nostic validity are underway now, especially focused 
on alcohol and drug disorders. 

The investigators were not surprised to find 
excellent reliability with the substance abuse sections 
since the other diagnostic sections were equally 
reliable and many of the same questions had been 
found to have excellent one-week test-retest reliability 
in a population of substance abusers in St Louis 
(Cottler et al, 1989). But, additionally, because the 
interviewers and observers were paired together in 
the same room, the field trial methods may have 
been biased in favour of good reliability. However, 
this cost-efficient interviewer/observer design was 
chosen instead of the more costly test-retest method. 
Although not unexpected, the favourable results 
obtained are welcome, especially given the hetero- 
geneous samples and different cultures studied. 

The ability to compare diagnostic systems on 
an international level is one of the most promising 
and fascinating aspects of the CIDI-Core and the 
WHO/ADAMHA Joint Project. Our early noso- 
logical comparisons indicate either that DSM-III-R’s 
dependence criteria are broader than ICD-10’s, or 
perhaps that our questions which cover the ICD-10 
need improvement. Perhaps for alcohol, stimulants 
and marijuana, the diagnostic assignments of 'case- 
ness’ are different because the DSM-III-R concept 
of dependence includes social impairment, which 
ICD- 10's does not. However, these early comparisons 
should not be interpreted as a failure of the systems 
to agree but as an indication of the type of analyses 
which can be performed on data collected by a 
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structured instrument of this type. We must remember 
that:the ICD system has been in flux since these 
questions were written and the DSM sys:em is in the 
process of being revised. These changes in criteria 
will necessitate further changes in CIDA questions, 
which will lead to further pre-testing. 

These important comparisons should be replicated 
by other investigators and with larger samples. 
Additionally, work needs to be done to evaluate the 
nomenclatures, and the differences and similarities 
between the classification systems for other categories 
of substances. These findings add to the preliminary 
findings from a study of drug abusers in St Louis 
which revealed that for many psychoactive substances, 
DSM-III-R labels a larger proportion of users as 
dependent than the earlier DSM-III system (Cottler 
et al, 1989). 

The difficult task is behind us. Producing an 
instrument which can be used comfortably and 
reliably in so many different cultures is e tremendous 
achievement for psychiatric epidemiology and clinical 
psychiatry. Investigators from all over the world 
can now use the CIDI family of instruments to 
measure the problems associated with drug and 
alcohol use reliably and most importantly to make 
communication of substance abuse problems between 
many nations possible. 
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Prognosis of Depression in the Elderly 


PHILIP MEATS, MARIAM TIMOL and DAVID JOLLEY 


Fifty-six consecutively admitted elderly (65 and over) patients with depression were assessed 
on mental, physical and social states. They were followed up and assessed at home one year 
later. A group of 24 depressed In-patients aged under 65 years admitted to the same ward 
during the same period was also assessed. Outcome was different for the two groups, with 
68% of the elderly ‘well’ at one year, against 60% of the younger group. The younger group 
were more likely to have ‘poor’ outcome (41%) than the elderly (16%). However, there were 
more deaths than expected, particularly in the elderly. These findings differ from some previous 
studies, and Indicate an excellent prognosis for depression In the elderly. Outcome in younger 


patients Is less good. i 


Burton in his Anatomy of Melancholy asserted that 
‘Melancholy is a necessary and inseparable accident 
to all old and decrepit persons" (Burton, 1621). 
It is still commonly claimed that depression in old 
age is associated with a poor prognosis (e.g. Millard, 
1983) especially when compared with younger 
depressives, yet there has been little evidence to 
support this view, and there are no studies comparing 
the outcome of younger against older patients. 
Musetti et al (1989) compared elderly with younger 
depressives at presentation and found the elderly 
were more likely to have single episodes and clear 
precipitants, and less likely than younger depressives 
to have personality problems or family histories of 
depression. Recent studies of cohorts of younger 
depressives have demonstrated that the prognosis in 
these patients is not as good as is often taught, and 
they have considerable morbidity (Lee & Murray, 
1988; Kiloh et al, 1988). 

Post (1962, 1972) studied two cohorts of depressed 
elderly in-patients before and after the introduction 
of antidepressants and concluded that there had been 
no improvement in prognosis despite the advances 
in treatment. He found that permanent recovery was 
unusual, and most patients either continued ill or had 
relapses. 

Murphy (1983) prospectively assessed consecutive 
referrals to a psychogeriatric service, half of whom 
were admitted, and followed them up a year later. 
She found a high mortality in that year, and a poor 
prognosis overall, with only 35% well at follow-up. 
Patients with psychotic symptoms did particularly 
badly. This was the basis for a gloomy and influential 
editorial by Millard (1983) who declaimed that ‘‘no 
matter what is done, a third get better, a third stay 
the same and a third get worse’’. 

Other authors reported a better prognosis of 
depression in their practices. Gordon (1981) reviewed 
the outcome of 74 consecutive in-patients admitted 


aged 65 years or over, who all met Feighner criteria 
for depression. There was generally good outcome 
with 77% of patients being discharged symptom-free. 
The one-year mortality was 12.2%, with seven 
natural deaths and two suicides. When followed up 
after one year, 47 of the 74 (64%) were symptom- 
free and coping socially. In a study of consecutive 
referrals to a psychogeriatric service, Robinson 
(1989) again found a high mortality rate among 
depressives of 28% after one year and 35% by two 
years. The proportion ‘improved’ at two years was 
5296. Godber (1983) reported a generally good 
prognosis for the depressed elderly, and in a follow- 
up study of in-patients treated with electroconvulsive 
therapy (ECT) (Godber ef al, 1987) he found that 
three-quarters recovered or improved substantially 
with ECT, and over the next three years 60% had 
either no relapses or only relapses which rapidly 
responded to further treatment. 

Baldwin & Jolley (1986) reviewed the outcome of 
a hundred depressed in-patients who had been referred 
to a psychogeriatrician between 1976 and 1981, and 
made assessments from case notes of their mental 
and physical states on admission and a year later. 
They found lower mortality and better outcome - 
nearly two out of three were well after one year. 
Psychotic features did not predict outcome, and 
physical illnesses were the major factor determining 
prognosis. Baldwin & Jolley's study was retrospective 
and was also selective (as was Murphy's study) in 
rejecting one-third of depressed patients for various 
reasons. 

It was felt that, from previously published research, 
the question of the prognosis of depression in the 
elderly remained unclear, and the present study aimed 
to assess prospectively the outcome of an unrestricted 
group of elderly depressed in-patients, and in 
addition compared outcome with a group of younger 
depressed patients treated in the same setting. 
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Method 


All patients admitted between November 1987 and 
November 1988 under the care of the psychogeriatric service 
(120 over 65 years, 4 under 65) and of a general psychiatrist 
sharing the same ward (117 under 65 years, 11 over 65) were 
eligible. They were seen within three days by one or more 
of the authors, and patients whose primary problem was 
depression and who satisfied Feighner (1972) criteria for 
depression were recruited. The majority of interviews were 
performed by one rater (PM) who also reviewed the 
remainder to obviate inter-rater variation. Th» present study 


included patients with bipolar or neurotic depression, and . 


did not exclude patients with minor degrees of personality 
disorder, alcohol abuse, or cognitive impairment. All 
assessments were recorded on standard proformata, and 
included standardised schedules (Present State Examination 
(Wing et al, 1974), Hamilton Rating Scale for Depression 
(HRSD; Hamilton, 1960), Newcastle scale (Carney et al, 
1965)) and ad hoc scales of physical, cognitive and social 
status. Physical health was rated on nine body systems 
according to whether there was no problem, inactive, minor, 
or life-threatening/disabling problems. Treatments given 
during the admission were recorded, as were mental 'and 
physical states at time of discharge. 

These ratings were repeated after one year, usually in the 
patient's own home, and details of treatment, aftercare, 
and further illnesses were collected on a standard proforma. 
All interviews were supplemented by review of case notes 
and interview with carers and relatives where available. 

* Outcome was classified after Murphy (1981) as either ‘well’ 
(Feighner criteria for depression not satisfied at follow-up), 
‘relapsed’ (had recovered but at follow-up met Feighnet 
criteria), ‘continuously ill’ or ‘dead’. The dead patients were 
also classed on their mental state until time of death. 

The initial analysis compared outcome of the older group 
with the younger group. Subsequent analysis attempted to 
clarify which factors predicted outcome, using x? or 
Goodman-Kruskal y as appropriate for nominal and 
ordered variables. 


Results 


Of the 252 patients admitted during the study period, 80 
(20 male, 60 female) were judged to be primarily depressed, 
and entered the study. All of the recruited patients were 
followed up a year later: 11 had died, 67 were interviewed 
at home or in hospital, and two by telephone. There were 
56 patients aged 65 years or older (range 65-89, mean 
75.05), and 24 younger patients with a mean age of 51.6 
years (range 22-64). Six patients (two older, four younger) 
who had clinical diagnoses of depression were missed, five 
because of brief admission and one refused. The clinical 
diagnoses of all patients admitted during the year of the 
study are given in Table 1. 

Outcome was assessed using Murphy's categories which 
also allow comparison with Baldwin & Jolley's. Our results, 
together with summary figures for Baldwin's and Murphys 
studies, are presented in Table 3. The elderly group 
were significantly more likely to be either well (68%) or 
dead (16%) than the younger group (50% and 8%) 
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Table 1 
Clinical diagnoses of all admissions in one year (repeat 
admissions in parentheses) 





Older Younger 
Depression 66 (8) 24 (4) 
Missed cases 2 4 (5) 
Mania 4 12 01) 
Schizophrenia b 43 (29) 
Paranoid state 8 1 
Neuroses 1 20 (1) 
Personality disorder 3 4 (2) 
Substance abuse 4 5 
Arterlosclerotic dementia 18 (3) 3 
Alzheimer's disease 28 (3) 3 (ni 
Alcoholic dementia 1 2 
Acute confusion 7 0 
Total 131 (15) 121 (53] 
P Table 2 
Demogrephic status, treatment, and support for depressed 
patients 
Older Younger 
in - 56) (n-24) 
Demograplee status 
Sex i 
male 13 7 
formale 43 17 
Class 
I 2 1 
I 11 6 
tt 14 6 
v 18 8 
V 11 3 
Mantal status! 
married 15 11 
single 8 9 
widowed 32 1 
divorced 1 3 
Treatment during admission 
Neuroleptic 42 13 
Benzodlazepine 12 12 
Antidepressant 48 21 
ECT? 18 14 
Support following discharge** 
Out-patients or none 21 18 
Community . 
HH, MoW, SW, CPN etc. 26 1 
Day centre or day hospital 7 b 
1 x7=16.8, d f «2, P=0.0004. 
2 x!-5.14, P«0.023. 
3. a= 77 (53 old, 24 young) since 3 old patients died mn hospital. 
4. x^ - 183.75, d f «2, P«0 001 


Q0 211.38, d.f.=3, P<0.01). There were eight natural 
deaths and one suicide in the elderly group, and two suicides 
in the younger group. The high mortality concurs with 
Murphy's finding but the proportion of patients who were 
well is higher, and is better than that found by Baldwin. 
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In contrast, the younger patients had less favourable 
outcome and. were more likely to have been continously ill 
throughout the year (29.2%). 

The Felghner criteria require a minimum number of 
symptoms, so that some patients with substantial symptoms 
may be classed as ‘well’. We, therefore, rated patients 
clinically as ‘mildly’ depressed if they had significant 
severity or number of symptoms while not reaching the 

_Feighner threshold. Ten of the elderly and three of 
the younger ‘well’ patients fell into this category. Their 
mean score on the HRSD was 9.5, compared with 2.2 for 
the remainder of the ‘well’ group, 20.8 for the relapsed and 
16.7 for the continuously ill groups. Excluding these mildly 
depressed patients, the numbers who were ‘very well’ were 
28 of 56 elderly (50%) and nine of 24 younger patients 
(37.5%). These figures are perhaps closer to clinical 
judgements of outcome such as that of Robinson (1989), 
but still indicate an excellent’ prognosis for the elderly - 
better than for the younger group. 

Further analysis attempted to elucidate which factors 
affect outcome. The trends for effects were generally the 
same in both older and younger groups. The numbers were 
small for the younger group so in most cases only the figures 
for the elderly are discussed. 

The ratios of sex and social class were similar in both 
groups (Table 2), and had no effect on outcome. Only six 
of 11 in social class V had good outcome, but this was not 
significant. As expected, there were significantly more 
widowed in the older group, but this had no effect on 
outcome within the elderly group. 


D 





Table 3 
Outcome of patients one year after admission and features 
of iliness 
Well (96) - Relapsed Continuous Dead’ 
(96) illness (96) (36) 

Over 65 

ins 56) 38 (88) . 70125) -2 (3.8 9 (18) 
Under 85 A . 

in2 24)! 12 (50) 3 (12.5) 7(29.0) 2 (8) 
Baldwin & Jolley, 

1986 In=98) 57 (68:1) 16 (15.3) 18(18.4) 8 (8.2) 
Murphy, 1983 

(n= 124) 44 (35) 23(19) . 36 (28) 17 (14) 

+4 demented 
i ' 3) 

Mness features 
Patents with 

Previous episode . 

old 30 8 2 7 

young 10 3 6 2 
Mean weeks since 

last eptsode 

od ' 228 ' 26 54 59 

- young 259 37 126 221 
Mean HRSD score : 

old 22.9. 24.0 23.0 21.3 

young 22.1 227 23.6 23.6 


1 Comparison of older v. younger. x!-11 37, d.f. 3, P=0.01. 
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There were seven patients (four older) with previous 
bipolar illnesses. Only one had good outcome, three 
had relapsed, two were continuously ill and one had 
died (3210.56, d.f.=3, P=0.014). Excluding them 
improved the overall prognosis for both groups but 
did not explain the better prognosis for the elderly group. 

This admission was the first-ever illness for 11 elderly 
and three younger patients. They had slightly better 
outcome than those with previous illnesses (8 out of 11 were 
well at one year) but this was not significant. 

Among those with previous illnesses, the prognosis was 
better with longer time since the last episode (Mann- 
Whitney U-test, well, v. other outcome, 1=40+ 26, 
U=264.5 and 775.5, P= 0.0008). 

The elderly with previous illnesses did better than the 
younger patients. Only 10 of 21 of the younger group were 
well at one year compared with 30 of 45 elderly. This 
suggests that the adverse effect of previous episodes is less 
marked in the elderly. 

The mean initial HRSD scores were similar for the four 
outcome groups for both elderly and younger patients, and 
did not predict outcome, thus differing from Murphy and 
agreeing with Baldwin (Table 3). The mean HRSD score 
for the elderly group was 22:77 (s.d. — 5.82) and for the 
younger group was almost identical at 22.71 (s.d. = 5.22). 

Twelve patients had one or more psychotic symptoms 
(eight elderly, four younger). These were affective hallucin- 
ations and depressive delusions of either guilt, changed 
appearance, depersonalisation or hypochondriasis (PSE 
symptoms 60 and 88-91). Nine of these patients were well 
at one year, one relapsed, and two bad died. These are 
similar proportions to the non-psychotic patients. 

Surprisingly, there appeared to be little correlation between 
outcome and particular treatments received during admission. 
The elderly were less likely to receive ECT than the younger 
group. They also tended to receive more neuroleptics and 
fewer benzodiazepines (Table 2). This reflected differences 
between consultants in prescribing of night sedation. 

There appeared to be an optimum length of stay. Patients 
who stayed longer than 13 or less than four weeks were less 
likely to be free of symptoms on discharge (18/52 v. 4/28). 
Six out of 11 patients who stayed over 13 weeks had poor 
outcome, but this did not reach significance. 

No patient remained an in-patient for the whole year. 
Three of the elderly patients died on the ward or after 
transfer to a medical ward. Physical status on discharge 
was classified as either ‘inactive or no problem’, ‘minor 
active’ or ‘life-threatening or disabling’. Worse physical 
status had a significant association with worse psychological 
outcome (Table 4). 

Analysis of individual body systems yielded no significant 
correlations, largely because numbers were small for 
particular systems, although there appeared to be a 
correlation between poor outcome and respiratory disease 
(as shown by abnormal chest X-ray or clinical signs). Of 
eight patients with active chest disease at admission, only 
three had good outcome at one year, against 35 of 48 elderly 
without chest disease. This did not reach statistical 
significance. Impaired mobility was weakly associated with 
poor outcome. Surprisingly, six out of seven patients with 
abnormal CT brain scans were well after one year. 
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Table 4 
Clinical features of elderly by outcome at one year 
in = 58) $ 
Well Relapsed Continuous 
illness 
Mobility 
normal 30 4 5 
impaired 9 5 3 NS 
Physical status ^ 
on discharge 
no problem 15 1 1 Goodman-Kruskal 
minor 22 6 4 20.622 
severe 2 2 3 P20.025 
Mental status ; 
on discharge 
no symptoms 14 2 0 
minor 23 8 3 340.695 
severe 2 1 b P-0.0054 


1. Outcome for nine patients who died was clagsried according to 
mental state before death. 


Not surprisingly, patients who were judged to be 
symptom-free on discharge were significan-ly more likely 
to remain psychologically well over the next year (Table 4). 
They were also less likely to die. Five of the nine elderly 
who died had marked symptoms at discharge, three had 
minor symptoms and only one was symptom-ffee (Goodman- 
Kruskal gamma =0.732, P= 0.012). This effect of mental 
status on mortality was stronger than that of physical status 
at discharge, which did not reach significance. 

Involvement with home help, meals on wheels, social 
worker, community psychiatric nurse (CPN), day centre, 
day hospital or an out-patient department. was recorded. 
The use of day hospital and out-patient department was 
similar in the two groups (Table 2), but the elderly were 
significantly more likely to receive ‘community’ support 
than younger patients (25/53 v. 1/24). There was no clear 
association of any mode of aftercare on outcome. For 
example, six of the seven elderly patients attending a day 
hospital were judged to be well at follow-up. This reflects 
the use of such supports to maintain well-being in vulnerable 
patients, and the greater use of community supports may 
have contributed to the better prognosis. 


Discussion 


The overall pattern of outcome in -he depressed 
elderly is favourable, with 68% well a year after 
admission, but there is a high mortality of 16%. This 
contrasts with the younger cohort who were more 
likely to have been continuously ill at follow-up. The 
‘well’ group includes some patients with mild 
depression, but even if ‘these are excluded the 
proportion of the elderly with (very) good outcome 
is still 50%. The high mortality found by previous 
authors is confirmed. 

This study excluded fewer patients than did earlier 
studies. This was in order to reflect the mix of all 
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patients with depression treated in a district general 
hospital. Patients with bipolar or neurotic histories 
and those with minor degrees of alcohol abuse or 
dementia were included. Exclusion of these patients 
does not alter the main findings - in fact the proportion 
who are well is increased slightly. The ‘differences 
from Baldwin & Jolley’s findings may therefore 
reflect differences in selection, but it is more likely 
that the minor differences in good outcome are due 
to differences in the rating of symptoms from case 
notes rather than face-to-face interviews. 

The differences from Murphy’s results are more 
difficult to explain. Both methods used prospective 
selection of patients and used some of the same 
observer-rated instruments. Murphy’s study included 
both out-patients and in-patients. The present study 
involved only in-patients, some of whom would have 
been excluded by Murphy. These differences in 
selection would be expected to contribute to worse 
outcome in the present study, which was not the 
case; nevertheless it is possible that the differences 
were due to selection factors. It is intriguing that 
those studies which included out-patients (Murphy, 
1983; Robinson, 1989) had poorer outcome than 
those which had only in-patients (Gordon, 1981; 
Baldwin & Jolley, 1986; Godber, 1987; this study). 
There were no obvious differences in treatments 
given; for example, the proportions of Murphy’s 
patients given ECT or antidepressants were the same 
as in this study. Other reasons for the different 
findings could be that the raters differed in their 
thresholds for rating symptoms, or that the services 
in the districts differed in their effectiveness. 

Within the elderly group, the best predictor of out- 
come was whether the patient was symptom-free at dis- 
charge. This predicted not only the psychological 
outcome, but also mortality. This effect was stronger 
than that of physical status assessed at the same time. 
Most of the deaths were not suicides, so it appears 
that the greater number of deaths is due to an inter- 
action between depression and physical health. The 
higher mortality is particularly apparent in the first 
year of follow-up (Robinson, 1989). A three-year 
follow-up is underway and preliminary findings show 
only two further deaths in the second year. It appears 
that depression and raised mortality are temporally 
associated and this suggests that active treatment and 
prevention of relapses may lead to lower mortality. 

The younger group appeared to have poorer 
prognosis. This is partly explicable by the effect of 
the method of selection of patients which was to 
include anyone admitted during a set one-year 
period, regardless of previous admissions. The 
readmission rate for all the younger patients during 
that year was four times that of the older group, 
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implying that the younger group may have included 
more patients who were vulnerable to frequent 
relapses and hence worse prognosis. However, the 
higher proportion of readmissions among younger 
patients was almost entirely made up of patients 
with functional psychoses not included in this study 
(Table 1). It also appears that the effect of previous 
illness is less marked in the elderly, and that 
depression in the elderly is a less malignant condition 
than in younger patients. The severity of illness was 
the same in both groups, but other factors may have 
ledto selection biases, such as pre-morbid personality, 
social circumstances or variations in admission 
criteria between consultants. The major differences 
noted between older and younger groups were the 
(expected) greater number of widowed in the elderly, 
the more frequent use of ECT in the younger group 
and the greater use of community supports in the 


elderly group. The first two appeared not to have 


any effect on outcome at one year, but the provision 
of supports may be related to better outcome in the 
older group. Since this was only an ‘audit’ and not 
a controlled trial this conclusion can only be 
tentative. 

The prognosis for elderly depressed patients 
treated in a dynamic service which aims to provide 
support to the vulnerable and early detection and 
active treatment of relapses is excellent, and compares 
very favourably with the outcome of younger 
depressed patients. The mortality rate is higher than 
expected, confirming earlier findings, and reflecting 
the greater physical pathology of the elderly and its 
interaction with depression. There were hints that 
respiratory disease particularly contributes to poor 
outcome, as does impaired mobility. The major 
predictors of outcome remain the patients! previous 
psychiatric history and whether he/she is symptom- 
free on discharge. It may be that active treatment 
and follow-up contribute to this excellent prognosis. 
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Sexual Abuse as a Factor in Eating Disorders 


GLENN WALLER 


Clinicians have reported a link between sexual abuse and eating disorders, but research 
evidence to date has been equivccal In supporting that link. This study presents data on reported 
sexual abuse from 67 anorexic and bulimic patients. Bullmics were substantially more likely 
to report a history of unwanted sexual experience than anorexics. The method used (clinical 
Interview v. questionnaire) dld not affect reported rates of abuse. It is suggested that sexual 
abuse per se may not cause eating disorders, but may determine the nature of those disorders 
when they have been prompted by other factors. 


Recent studies have demonstrated a relationship 
between sexual abuse and general psycaopathology 
in women, in both the short and the long term (e.g. 
Mullen et al, 1988; Rosenfeld, 1979). In particular, 
raised levels of depression and ‘neurotic’ disorders 
have been reported. 

Similar links have been proposed between sexual 
abuse and anorexic or bulimic eating d:sorders (e.g. 
Schechter ef al, 1987; Goldfarb, 1987). Oppenheimer 
et al (1985) suggested that such a link may be a 
consequence of sexual abuse causing disgust with 
femininity and sexuality. This disgust could be 
expressed as concern with body imagz, leading to 
anorexia. The evidence for such a link is equivocal. 
Calam & Slade (1989) have shown an association 
between unwanted sexual experience and abnormal 
eating attitudes in non-clinical women. However, 
Finn et ai (1986) suggested that the apparent link 
between sexual abuse and diagnosable eating dis- 
orders simply reflects the overlap that one would 
expect by chance, given the high numbers of sexually 
abused women and of women with eating problems 
in the population. 

There are several possible reasons for the contra- 
dictory conclusions drawn by different clinicians and 
researchers, most of which are related to methods. 
Firstly, the definitions of sexual abuse that are used 
may affect the outcome of such research, particularly 
given the possible effects of more ‘severe’ forms of 
experience. The definitions used fo- clinical and 
research purposes need to be related -o each other, 
to allow for meaningful comparison. 

, The method of assessment may also be important. 
The occurrence of sexual abuse is elicited by 
questionnaires (e.g. Calam & Slade, 1987, 1989) or 
by structured interview (e.g. Jacobson & Richardson, 
1987) in most research. In contrast, clinical reports 
(e.g. Rosenfeld, 1979; Schechter et al, 1987) generally 
describe material that has emerged in the less 
structured setting of an assessment that is used to 


understand the aetiology and maintaining con- 
sequences of the disorder. 

A final methodological difficulty is that there has 
been little attempt to specify the link between abuse 
and particular forms of psychopathology. In the case 
of anorexic and bulimic eating disorders, there is 
evidence suggesting different aetiological factors for 
different disorders (e.g. Mickalide & Andersen, 
1985). For example, there are patterns of family 
interaction that differentiate anorexics and bulimics 
(e.g. Szmukler ef al, 1985), and that differentiate 
bulimics with a history of anorexia from those 
without such a history (e.g. Waller et al, 1989). It 
may be equally important to distinguish diagnostic 
groups when trying to establish the role of sexual 
abuse. : 

The causal links between sexual abuse and psycho- 
pathology are certain to be complex, but it is possible 
to describe some aspects of such abuse that are likely 
to be linked to the development of anorexic and 
bulimic disorders. In particular, low self-esteem, 
guilt, and poor family functioning appear to be 
relevant, given that they are all psychological 
variables that have been cited as important in the 
development and maintenance of eating disorders 
(e.g. Slade, 1982). 

It is commonly reported that sexual abuse is 
associated with low self-esteem. In a review of the 
research literature, Finkelhor (1986) concluded that 
the evidence for any immediate impact on self-esteem 
in childhood is mixed. However, there is sufficient 
empirical evidence to support a long-term link 
between childhood sexual abuse and low self-esteem 
in adulthood. 

Guilt and self-blame is another commonly reported 
feature in adult victims of child sexual abuse. It is 
often associated with cognitions such as: ‘‘I did not 
physically resist, therefore I must have wanted to 
have sex” (Jehu, 1988, p. 66). Both Finkelhor (1986) 
and MacFarlane & Waterman (1986) have concluded 
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that there is substantial evidence of a link between 
sexual abuse and'subsequent feelings of guilt. 
Rosenfeld ef al (1979) suggest that these feelings may 
intensify with age, as the child comes to realise the 
extent of the social taboos that have been broken. 

It has been suggested that family functioning is 
relevant in the aetiology and maintenance of eating 
disorders (e.g. Palazzoli, 1974). There is also 
evidence that children who have been sexually abused 
come from families with specific characteristics. For 
example, Bentovim & Boston (1988) describe evidence 
that the families of sexually abused children are 
relatively unlikely to be of a ‘nuclear’-form. They 
also report evidence of high levels of stressors within 
these families. Bentovim (1988) stresses the need to 
consider the role of family factors in cases of child 
sexual abuse. In particular, it is critical to understand 
the role of the family as a system, rather than simply 
focusing on the abuser and the abused. Causality in 
such a system is circular rather than linear, so it is 
impossible to see abuse as having a simple, linear 
effect' on the development of psychopathology. 
Smolak ef al (1990) suggest that the complexity of 
the relationship with family functioning accounts for 
a large part of the variance in the link between child 
sexual experiences and eating attitudes in adulthood. 

This study examines the link between child or adult 
sexual abuse and anorexic and bulimic eating 
disorders, and attempts to deal with some of the 
difficulties outlined above. It reports data from a 
series of 67 consecutive women with eating disorders, 
who were assessed and treated by the author. Self- 
report of unwanted sexual experience was elicited 
either through assessment during cognitive-behavioural 
treatment or via a standardised questionnaire. The 
association between reported abuse and diagnostic 
category'is considered. 


Method ' 


The subjects were 67 consecutive women who metthe DSM- 
III-R criteria for anorexia nervosa or bulimia nervosa 
(American Psychiatric Association, 1987) and were receiving 
individual cognitive-behavioural treatment. No male cases 
were referred during the course of data collection. The 
patients were divided into four groups on the basis of 
Russell’s (1985) and Fairburn's (1986) nosologies — anorexia 
nervosa of the restricting subtype (AN~—, 15 subjects); 
anorexia nervosa of the bulimic subtype (AN + , 13 patients); 
bulimia nervosa with a history of anorexia (BN 4, 19 
patients); and bulimia nervosa with no history of anorexia 
(BN —, 20 patients). These groups were selected because 
previous research has concluded that they show important 
psychological differences (e.g. Szmukler ef al, 1985; 
Mickalide & Andersen, 1985; Waller et al, 1989; Calam et al, 
1990), as well as distinct-eating histories and behaviour. 
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Two methods of assessment of sexual abuse were used. 
Approximately one-third of the women completed a 
standardised questionnaire, and all women were asked 
about the topic during interview/treatment. 

(a) Sexual Events Questionnaire (SEQ; Calam & Slade, 
1987, 1989; derived from the interview protocol used by 
Russell, 1983). This questionnaire consists of 14 items, each 
of which asks about the occurrence of different forms of 
unwanted sexual experience during the subject’s life to date 
(including rape, attempted rape, exposure and fondling). 
The SEQ also differentiates unwanted sexual experience 
according to the age of the victim and whether the abuse was 
intrafamilial or extrafamilial. For example, questions asked 
include: ‘‘Did anyone try or succeed in touching your breasts 
or genitals against your wishes before you turned 14?” and 
“At any time in your life, has an aunt, sister, mother or 
grandmother ever had any kind of sexual contact with you?” 

Twenty-four (36%) of the women were selected (at 

random), and were asked to complete the SEQ at the 
beginning of assessment. Calam & Slade (1989) report that 
58% of non-clinical women describe some unwanted sexual 
experience on the SEQ. This figure can be taken as a 
normative guideline for comparison purposes, although the 
present study has no direct comparison group. In addition, 
as noted earlier, this rate of disclosure would vary with 
different measures, due to the definitions of sexual abuse 
used. 
(b) Clinical interview/treatment. The patients were 
each treated using a version of Beck’s cognitive therapy 
(e.g. Weishaar & Beck, 1986), adapted to account for the 
strong relevance of interpersonal/developmental issues 
for women with eating disorders (e.g. Garner, 1985). 
The (male) therapist posed questions about unwanted 
sexual experience to each woman, as part of the process 
of devising a formulation that would explain the develop- 
ment of the disorder and suggest foci for cognitive- 
behavioural intervention (Owens & Ashcroft, 1982; Slade, 
1982). With the 24 women who had completed the SEQ, 
the topic was raised as a follow-up to the questionnaire. 
The remaining 43 women were asked routine questions 
about sexual abuse during initial clinical interview. 
Russell's (1983) original interview protocol was not devised 
for these clinical purposes, and was therefore unsuitable 
for use in the present research. However, most of the 
questions used were similar to those suggested by Russell, 
and the structure used was modelled on the guidelines 
suggested by Finkelhor (1986, pp. 45-46). The identification 
of unwanted sexual experience used the criteria employed 
for the SEQ, including acts such as exposure and fondling, 
as well as intercourse. These criteria are similar to those 
employed by Rosenfeld (1979). The stem questions and 
secondary probes used in the Interview are outlined in the 
Appendix. 

A number of women did not disclose abuse (or its 
full extent) at this early stage, but disclosed during 
the course of therapy. This late disclosure always 
occurred during the process of examining the basis of 
automatic thoughts associated with low self-esteem (e.g. 
“No-one could be interested in me as a friend” ) and/or 
poor family interaction (e.g. ‘I cannot speak my mind in 
my family"). 
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Resuits 


Thirty-two (48%) of the women disclosed some form of 
sexual abuse in their childhood or their adult Bfe. This rate 
is similar to the 51% reported by women with eating 
disorders in a previous study (Oppenheimer et al, 1985), 
and slightly lower than the 58% reported by € non-clinical 
group (Calam & Slade, 1989). 

There was no difference between the two methods 
in the number of cases of sexual abus» that were 
disclosed. Of the 24 women who completed the SEQ, 
10 disclosed some form of abuse on the questionnaire, 
and another two disclosed during later treatment. Of 
the other 43 women, 18 disclosed durinz the initial 
interview and two during later treatment. A x^ analysis 
(3 0,001, d.f.=1, P- 0.98) showed that chere was no 
association between reported occurrence and the method 
of examination. 

Table 1 shows the reported occurrence of sexual abuse 
in different diagnostic groups. Here, a very clear pattern 
emerges. Fifteen of the 20 women in the BN— group 
reported previous abuse, whereas only one of che 15 women 
in the AN — group reported such abuse. The AN+ and 
BN + groups were more evenly divided, with epproximately 
half of the women in each group reporting some unwanted 
experience. 

A x analysis (32— 16.29, d.f.=3, P« 0.001) confirmed 
that there was a strong, significant association between 
reported sexual abuse and diagnosis. This association was 
also significant (9 = 5.84, d.f.=1, P<0.02) when the two 
anorexic and the two bulimic groups were collapsed into 
een. diagnostic groups (cf. American Psychiatric Association, 

The higher frequency of reported abuse in bulimics was 
largely due to the BN— group. Considering the two bulimic 
groups only, there was a weak association between reported 
abuse and diagnosis, which failed to achieve significance 
62 = 2.08, d.f.=1, P«0.15). 


Nature of the reported abuse 


It has been suggested that several factors in sexual 
abuse - nature of the abuse, age of victim and identity of 
abuser -are relevant to the nature of any ensuing 
psychopathology (e.g. Mullen et al, 1988). The number of 











Table 1 
Number of cases of reported sexual abuse in cifferent eating 
disorders 
Reported Anorexia Anorexia Bulma Bulimia 
sexual abuse nervosa X nervosa nervosa nervosa 
(restnctve) (bukmic) witha — with no 
(AN-) {AN+) history of history of 
anorexia — anorexia 
(BN 4) (BN -) 
No 14 6 10 5 
Yes 1 7 9 15 


WALLER 


patients in the present report is too small to allow for 
meaningful analysis of these factors, but it is possible to 
describe some trends in the type of-abuse reported. Table 
2 gives a brief outline of the cases of the 32 women who 
reported abuse. 

From a clinical perspective, the abuse was relevant 
to the formulation of the case for a large majority 
of the women (Owens & Ashcroft, 1982). Generally, 
the abuse was relevant when it was related to the 
poor self-esteem and family interaction identified by 
Slade (1982) as important in the aetiology and main- 
tenance of eating disorders. The mediating factor appeared 
to be self-critical automatic thoughts, such as those 
that were elicited in the course of cognitive treatment. 
Jehu (1988, p.48) gives details of the frequency of 
occurrence of such distorted cognitions (e.g. “I must 
have been provocative", ‘I’ve already been used, so 
it doesn't matter if other men use me’’). 

Table 2 shows that the abuse most frequently involved 
a known person, often. a relative or friend of the 
family. The number of women reporting at least one 
incident of unwanted intrafamilial sexual. experience 
(including biological and marital relatives) was 18 (27% 
of the eating-disordered group as a whole and 57% of 
the women reporting abuse). The rate of 27% was 
between the *whole group' occurrence of 2096 for a non- 
clinical group of women (Calam & Slade, 1989) and the 
33% reported for a general clinical group (Rosenfeld, 
1979). > 

The level of intrafamilial abuse may have affected 
the women's ability to disclose their unwanted sexual 
experiences. Very few of the women reported attempting 
to disclose at the time of the abuse, because they felt 
that it had been their own fault and/or that their 
family would hold them responsible. Those who did 
attempt to disclose (to mothers in most cases) reported 
that the response was disbelieving, unsynipathetic and 
*catastrophic', and that they felt guilty in consequence. 
In the case of women who were abused on several 
occasions, the few who reported attempting to disclose 
did so on the first occasion, but never after subse- 
quent abuse. 

The age of the patent at the time of abuse did not seem 
to be a critical factor. For example, the proportion of the 
total sample who experienced any abuse before the age of 
14 years was 30% — similar to the 31% reported by non- 
clinical women (Calam & Slade, 1989). 

The reporting of incidents of unwanted sexual experience 
involving physical force (25% of the total sample of women 
reporting at least one) was only slightly lower than the 32% 
for the total non-clinical sample studied by Calam & Slade 
(1989). This similarity suggests that force in sexual abuse 
is not a factor that influences the development of an eating 
disorder. 


Discussion 


Two points that require particular emphasis have 
emerged from this study of sexual abuse in a series 
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Table 2 
Nature of sexual abuse in individual cases 








Nature of abuse/unwanted 
sexual experience 





Diagnosis’ SEQ used? ^ Age at abuse Identity of 
abuser 
BN- Yes 14 Stranger 
18 Male friend 
AN+ Yes 6-10 Uncle 
12 Brother 
BN+ Yes 9-14 Stepfather 
25 Mother's 
boyfriend's son 
BN- No 18 Husband 
BN - Yes 29 Unde 
BN ~ No 6-10 Brother 1 
10-15 Brother 2 
22 Male friend 
BN- Yos 18 Male friend 
BN4 No 14 Stranger 
BN- No 8 Cousin 
BN- No 17 Boyfriend 
BN + No 25 Husband 
(estranged) 
BN — Yes 10 Brother 
BN 4 Yes 11 Strangers 
11-14 Brother 
19 Boyfnend 
BN+ Yes 8 Parents’ fnend 
BN- No 12-14 Brother 
AN+ Yes 9-15 Father 
AN+ No 10-17 Teacher 1 
14 Teacher 2 
AN+ Yes 8-8 Uncle 
BN- No 8 Parents' fnend 
BN + No 18 Husband 
(estranged) 
BN+ No 14 Counsellor 
AN+ No 14 Stepfather 
AN+ No 7-14 Father 
BN~ Yes 11 Stranger 
BN - No 22 Boyfnend 
BN+ No 6 Brother 
AN- No 7-12 Family fnend 
BN ~ Yes 8&15 Stepfather 
BN+ No 6 Older child 
11 Older child 
BN- No 12 Stranger 
BN- No 5-6 Family friend 
11 : Stranger 
AN+ No 4-11 Father 


Exposure 

Fondling of breasts and genitels 

Repeated exposure and oral 
intercourse 

Masturbation of abuser 

Repeated vaginal and oral mtercourse 

Attempted vaginal intercourse 


Vagina! and attempted anal 
intercourse 

Repeated vaginal mtercourse 

Fondling of breasts and genitals 

Masturbation and vaginal intercourse 

Vaginal Intercourse 

Vaginal intercourse 

Exposure 

Anal intercourse 

Vaginal Intercourse 

Repeated vaginal intercourse 


Attempted fondling and Intercourse 

Exposure to pornographic material 
and attempted fondling 

Repeated vagmel and oral intercourse 

Vaginal Intercourse 

Masturbation and genital fondling 

Fondling of breasts, genitals and 
anus 

Repeated genta! fondling 

Fondling and attempted 
masturbation 

Attempted fondling 

Repsated genital fondling 

Repeated masturbation, oral and 
vaginal intercourse 

Vaginal mtercourse 


Vaginal intercourse 

Exposure and attempted fondling 

Repeated masturbation, exposure 
to pornography, oral and vaginal 
intercourse 

Exposure 

Vagina! intercourse 

Fondling, attempted oral intercourse 

Repeated fondling, masturbation, 
oral and anal Intercourse 

Fondling (two separate Incidents) 

Fondling 


Fondling 

Exposure 

Fondling, mutual masturbation 

Attempted vaginal intercourse 

Fondling, masturbation, oral, 
vaginal and attempted anal 
Intercourse 


Force 
used? 


No 
No 
No 


No 
Yes 
Yes 


Yes 
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Relevant to 
formulation 


No 
No 
Yes 


Yes 
Yes 
Yes 


Yes 


Yes 
Yes 
Yes 
Yes 
Yes 
No 
Yes 
Yes 
Yes 


Yes 
Yes 


Yes 
Yes 
Yes 
Yes 


Yes 
Yes 


Yes 
Yes 
Yes 


Yes 


Yes 
Yes 
Yes 


Yes 
Yes 
Yes 
Yes 


Yes 
Yes 
Yes 
No 
Yes 
Yes 
Yes 





1 AN- Anorexia nervosa (restnctrve subtype), AN + Anorexia nervosa (bulimic subtype), BN + Bulimia nervosa wrth a history of anorexia, 
BN — Bullmla nervosa without a history of anorexia. 


668 


of anorexic and bulimic female patients. Firstly, there 
was no difference between clinical interview and 
questionnaire in their ability to elicit disclosure of 
unwanted sexual experience. The questionnaire 
(SEQ) may be less threatening to the client at the 
outset of treatment, but it may be easier to raise 
the topic in an appropriate context during an 
interview, where support can also be offered. It is 
important to be aware that relevant abuse may be 
disclosed later in the course of treatment, when the 
patient feels a greater degree of trust, and to offer 
the opportunity for such disclosure without forcing 
its pace. 

Secondly, the reported experience of sexual abuse 
was associated with the nature of tke disorder. 
Contrary to Oppenheimer ef al’s (1985) predictions, 
anorexics had a low rate of unwanted sexual 
experience relative to non-clinical women. This low 
rate was particularly true in cases of restrictive 
anorexia. In contrast, bulimics had a high rate, 
particularly when they had no history of anorexia. 
Obviously, these rates are for reported abuse, and 
cannot be verified directly. It should be -emembered 
that the present study lacks a direct comparison group 
of non-clinical subjects. While comparison with 
existing data (from Calam & Slade's (1989) study in 
this case) is illustrative, its importance should not 
be over-emphasised. The comparison between clinical 
groups in this study is more reliable and informative. 

While the overall rate of reported sexual abuse was 
similar to that for non-clinical women, the nature 
of the abuse seems to have been important. In 
particular, the rate of incestuous abuse in this group 
and the lack of satisfactory disclosure may be critical, 
indicating difficulties in family interaction. Of 
course, the circular nature of the system of family 
interaction means that any difficulties are likely to 
have both contributed to and resulted from the sexual 
abuse (e.g. Bentovim, 1988). In contrast, the 
Occurrence of physical force and the age of the victim 
appear to have been less influential fectors. 

How might this pattern of results be explained? 
One hypothesis is that unwanted sexual experience 
does not predispose to eating disorders per se, but 
that a history of sexual abuse determines the nature 
of any eating disorder that develops due to other 
factors (e.g. Hsu, 1983). Women who develop 
restricting anorexia (AN —) initially for a complex 
set of reasons (e.g. Slade, 1982) may be influenced 
to use bingeing and vomiting (and thus to progress 
to anorexia of the bulimic subtype (AN — ) or bulimia 
nervosa (BN+)) if they have a history of abuse. 
Other women may develop bulimia directly (BN—), 
as an 'impulsive' means of coping with the emotional 
difficulties that arise from the abuse and associated 
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factors (see Lacey, 1986). The role of abuse in 
aetiology seems to be far more consistent in the 
bulimics with no history of anorexia. Unwanted 
sexual experience may have a causal role in this group 
of bulimics, but it will remain a complex one. As 
outlined in the Introduction, a possible mediating 
factor between sexual abuse and eating disorders is 
family interaction. However, the present study has 
not addressed the role of family functioning, so its 
relevance cannot be determined at present. 

Is it possible that the rates of reported abuse 
were affected by the methods used? Two factors 
merit serious consideration - the identity of the 
interviewer/therapist and the sensitivity of the inter- 
view itself. It is possible that the gender (male) of 
the interviewer may have reduced the rate of dis- 
closure in this female patient group. Similarly, the 
interview itself may have been relatively insensitive. 
Either of these two factors might explain the similar 
rates of reported abuse from interview and question- 
naire. However, there is no research evidence that 
the gender of an interviewer is relevant to such 
disclosure. Instead, reviews (e.g. Finkelhor, 1986, 
p. 45; Jehu, 1988, p. 24) have suggested that it is the 
interviewer's style that is crucial. Nor is it likely that 
the interview itself (Appendix) was insensitive, since 
it was designed around the principles suggested in 
Finkelhor’s review (pp. 45—46). Finkelhor (p.38) 
found no significant difference in rates of disclosure 
elicited by questionnaires and interviews. However, 
there are no studies offering adequate, controlled 
comparisons of the two methods. Therefore, it is 
impossible to conclude (on the basis of previous 
research) whether the interview in this study should 
be expected to be more sensitive than the SEQ. 

A further factor that may have influenced the re- 
ported rates of abuse in the different diagnostic groups 
is family interaction. It has been suggested that the 
families of anorexics are characterised by enmeshment, 
denial and silence (e.g. Minuchin ef al, 1978; Palazzoli 
et al, 1978; Kog & Vandereycken, 1985). This pattern 
of family interaction might be associated with a low 
rate of reported abuse in anorexia relative to bulimia. 
However, research has denied that this 'enmeshed' 
family style is characteristic of either anorexia or 
bulimia nervosa (e.g. Waller et al, 1990). 

The present study lacks sufficient evidence to 
determine whether methods or family interaction are 
relevant to the results obtained. Further studies are 
required to examine these factors in more detail. 
However, the relevance of the abuse to the clinical 
formulations in these cases makes it highly probable 
that the reported rate of abuse is accurate, and that 
there is a genuine difference in the rate of sexual 
abuse in the anorexic and bulimic groups. 
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The clinical implication of these findings is clear. 
Bulimic women are likely to have a history of sexual 
abuse that is relevant to the disorder they have 
developed. Within a cognitive framework, the abuse 
is related to feelings of guilt and low self-esteem. The 
critical component in changing these emotions may be 
the eliciting and changing of the automatic thoughts 
(especially of self-blame) associated with the abuse. 
Jehu (1988) suggests a valuable therapeutic approach 
to this topic. The need for routine inquiry about sexual 
abuse (Jacobson & Richardson, 1987) is reinforced, 
but it will also be important to offer an appropriately 
supportive environment for any disclosure. 

The number of patients in this series is too small 
to draw any firm conclusions about the links between 
different types of abuse and the nature of the 
disorder developed. Further research is needed to 
examine these links in more detail, considering the 
details of any abuse (e.g. frequency, identity of 
the abuser, use of force, ability to disclose) as well 
as the associated psychopathology. In particular, it 
would be valuable to identify protective factors, 
which act to reduce the likelihood of any disorder 
developing. Such factors may be useful in planning 
responses to child and adult sexual abuse, in order 
to prevent subsequent psychopathology. 


Appendix: Interview protoco! used to elicit disclosure 
of unwanted sexual experience 


This part of the clinical assessment is used during the initial 
clinical interview. It is designed to be used at the end of 
the stage where personal, social and family information are 
gathered (i.e. after information about the history and 
present problem have been obtained, but before any attempt 
to co-ordinate the information into a clinical formulation). 
It should not be carried out near to the end of the session, 
as such timing may adversely influence disclosure or the 
therapist's response to the disclosure. 

The interview is designed to elicit disclosure of unwanted 
sexual experience, and depends upon the patient's own 
definition of such experiences. The age at which any abuse 
took place is recorded, but is not used to limit the definition 
of unwanted sexual experience. 

Following a general introduction, to explain the inter- 
viewer's understanding of the potential role of unwanted 
experiences, the stem questions are asked. In each case, if 
the answer is positive, the following secondary probes are 
used (unless the patient has already volunteered the relevant 
information): 

(a) ‘‘Did this happen once, or more often?" 

(b) “And how old were you when it happened?" 

(c) “Could you tell me more about what happened (each 

time)?" 

(d) “Who else was involved?” (i.e. identity of abuser) 

(e) “And did he (she) use physical force to do this to 

you?" 
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The introduction is along the following pattern (modified 
as appropriate if the patient has disclosed unwanted 
experiences without prompting): 


“J would like to ask you some questions about your life 
80 far. Some of the questions may be a little unexpected, 
so perhaps I could explain why I am asking them. You 
have told me a lot about your present problems. In my 
experience, these problems sometimes follow events in 
a person's life. In particular, I find that a number of the 
people that I see have had some kind of unwanted sexual 
experience in their childhood or in their adult life. Now, 
I don't know if this applies to you, but it may be 
important for me to find out, so I hope that you will 
bear with me. 

“When answering, please remember that I am interested 
in your experience of what happened - in other words, 
whether you felt that you wanted something or not. You 
should also remember that whatever you have to say will 
remain confidential - between you and me. Unless you 
choose to tell other people, then nobody will know that 
any of these things happened to you. 

“Do you have any questions before I ask you about 
some specific types of event?” (Answer any queries.) 


The specific stem questions are divided into three sections 
(modified throughout if necessary to take account of earlier 
answers, ensuring that each topic has been addressed). These 
are outlined below: 


Types of abuse 


(a) “Have you ever been upset by somebody exposing 
themselves to you?" 

(b) “Was there ever a time when you felt that you just 
avoided having a sexual experience forced on you?” 

(c) "Sometimes, unwanted sexual experiences are accom- 
panied by violence or the threat of violence. Were 
you ever afraid that someone would assault you 
physically and sexually?” 

(d) “The amount and type of physical contact involved 
can vary tremendously. For example, did anyone ever 
try to touch your breasts or genitals against your 
wishes?" 

(e) “And has anyone touched you in other ways that you 
found sexually threatening?” 

(f) “Has anyone ever tried to get you to touch them 
sexually - for instance, touching their genitals?” 

(g) “Has anyone ever tried or succeeded in having any 
kind of sexual intercourse with you against your 
wishes?” (If asked for clarification, mention vaginal, 
oral and anal intercourse, and tbe possibility of non- 
penetrative forms.) 


People involved 


“When I ask these questions, people sometimes assume that 
I'm talking about experiences with strangers only. Just to 
check, 1 would like to ask you about experiences with 
particular groups of people." 
(h) “For example, people sometimes describe unwanted 
sexual experiences with authority figures - people like 
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doctors, teachers, employers - or with much older 
people. Did anything like that ever happen to you?” 

(i) “And what about people of the same sex as yourself? 
Did you ever have any of these unwanted experiences 
with another woman?" 

(j) “Sometimes, people have had some of these 
unwanted experiences with members of their own 
family - close or distant relatives. Have any of your 
male relatives ever had sexual contact with you?” 
(If asked, allow any biological and marital relatives, 
including step-relatives.) 

(k) ‘‘And have you had such sexual contact with any 
female relatives?” (Again, biological, marital and 
step-relatives.) ` 

@ “Sometimes, people assume that I don't mean 
partners when I ask about these experiences. Have 
you ever had any kind of unwanted sexual 
experiences with a husband, partner or date?" 


Other experiences 


(m) ‘‘Can you think of any (other) unwanted sexual 
experiences that you haven't mentioned yet?" 


Conclusion 


(a) If any disclosure takes place: ‘“Ttank you for 
answering those questions. The experiences that you have 
described may be relevant to the problem that you were 
referred with. I would like to see if we can make sense of 
that problem now. I hope that the questions haven't caused 
you too much distress, and that you will feel that they were 
worth answering when we try to understand your problems. 
You may find that you feel angry or sad, maybe without 
understanding why. Please let me know if you do feel at 
all upset, either now or in the future. 

“There may be other experiences of this sort in your past. 
Sometimes people forget; at other times they find it hard to 
talk at first. I hope that you will be able to let me know later if 
you feel that there is anything else of this sort that you want to 
talk about or that would help us to understand your problems." 

(b) If no disclosure takes place: “Thank you for 
answering those questions. As I said, they aren't relevant 
to all of the people I see, but I think that I need to ask 
them in case they are important. 

“Occasionally, people worry about talking about anything 
as intimate as sexual experiences. Tha: means that 
sometimes they don't tell me about these experiences at this 
early stage. Just in case there are things of this sort that 
you haven't talked about, perhaps we coule come back to 
them when you feel that it's safe to do so.” , 
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Placebo and Analgesic Nitrous Oxide for Treatment 
of the Alcohol Withdrawal State 


MARK A. GILLMAN and FREDERICK J. LICHTIGFELD 


We present evidence that analgesic (as distinct from anaesthetic) nitrous oxide is superlor 
to placebo In the treatment of the alcohol withdrawal state. 'Carbogen' as a placebo is as 
effective as oxygen or medical air. However, placebo alone offers a means of treating the 
alcohol withdrawal state with a minimum of pharmacological intervention. Analgesic nitrous 
oxide for those not responding to placebo is a very rapid, effective, and extremely safe 
treatment which also reduces the use of highly addictive sedative pharmacological agents. 
This therapy also provides a rapid method of screening those patients requiring intensive 
monitoring and treatment in hospital from those who might benefit from out-patient therapy 


alone. 


Most cases of alcoholic withdrawal syndrome are mild 
to moderate in severity (Madden, 1979). The classic 
withdrawal symptoms include tremor, weakness, 
perspiration, nausea, anorexia, insomnia and irri- 
tability. These usually develop within 12 hours of 
total cessation of alcohol ingestion. Hallucinations 
may occur within the first 24 hours, and convulsions 
between 24 and 48 hours. Delirium tremens, the 
severe form of alcohol withdrawal syndrome, 
sometimes occurs on the third or fourth day; 
therapeutic measures are, however, available to 
prevent it (Sargant & Slater, 1972). These symptoms 
appear to be related to hyperactivity of the 
sympathetic nervous system, which returns to normal 
as the withdrawal syndrome abates (Banerjee et al, 
1978; Madden, 1979; Gillman & Lichtigfeld, 1983). 
Urinary excretion of magnesium is also increased, 
causing a hypomagnesaemia during the first few days 
of withdrawal. This can also contribute to some of 
the manifestations of the condition (Victor, 1973). 

The benzodiazepines have been the most commonly 
applied effective treatment (in adequate doses) for 
the condition (Sellers ef al, 1983; Guthrie, 1989), 
although in addition, ‘‘good nursing care, the routine 
use of nutritional supplements, and prornpt attention 
to complicating illnesses are all responsible for the 
present low rate of delirium tremens aad mortality 
from alcohol withdrawal” (Jaffe, 1987). However, 
the use of the benzodiazepines has been criticised 
on the grounds that they may produce their own 
dependence syndrome, which can and has led to 
dual dependence. This complication seems to arise 
with the use of benzodiazepines in the post- 
detoxification period; their short-term use restricted 
to the alcohol withdrawal state does not carry the 
same risk (Smith, 1983). Despite this reassuring 
claim, other medications without this complication 


have been investigated for therapy of the alcohol 
withdrawal syndrome. These include: clonidine, an 
a-adrenergic agonist (Baumgartner & Rowen, 1987), 
atenelol, a 6-adrenergic blocker (Horwitz et al, 1989), 
the anti-epileptic and peripheral benzodiazepine 
receptor agonist carbamazepine (Ballenger & Post, 
1984), the dopamine agonist bromocriptine (Borg & 
Weinholdt, 1980), piracetam, a nootropic agent 
(Marks, 1977), and y-hydroxybutyric acid, a derivative 
of GABA (Gallimberti et a/, 1989). 

Although many drugs and drug combinations have 
been described for the alcohol withdrawal state, the 
benzodiazepines-are probably as effective as any 
(Jaffe, 1987), and have been used longer and most 
extensively. Chlordiazepoxide, the first benzodiazepine 
used for treating alcohol withdrawal, was already an 
established treatment by 1972 (Sargant & Slater, 
1972). However, the potential for abuse and 
dependence has led to studies of social detoxification 
in which no medications whatsoever are used 
(Klerman, 1989). Such non-pharmacological treat- 
ments are based on the finding that most episodes 
of withdrawal are mild and therefore do not require 
the use of such agents (Whitfield, 1980). Madden 
(1979) puts it; very succinctly: 


‘But it is likely that the pharmacological actions of drugs 
provide a comparatively minor contribution to the 
relative ease with which most alcoholics withdraw from 
alcohol in hospital. More influential features are 
the benign course of the abstinence syndrome, and 
psychological factors such as motivation, the placebo 
effect of drugs and reassurance... ."' 


Jt would appear that there is still room for an agent 
which is less addictive than the benzodiazepines, is 
easy and convenient to administer, does not cause 
sedation, is quicker in action, and enhances patient 
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co-operation. Such an agent would be expected to 
expedite recovery and reduce time in hospital or off 
work. Analgesic nitrous oxide (AN) would appear 
to offer almost all these attributes (Gillman, 1987, 
1989; Gillman & Lichtigfeld, 1990). It is of interest 
that, for the control of pain, the optimal analgesic 
Should have rapid onset, short duration, few side- 
effects and no major adverse reactions. AN was 
regarded as the drug which came closest to meeting 
all these requirements (Pons, 1988). 

We have shown that AN is more effective than 
placebo in the treatment of the alcohol withdrawal 
syndrome (Lichtigfeld & Gillman, 1989a). In a 
double-blind study, two placebos, air and oxygen, 
produced a therapeutic effect in just over half the 
cases, with no significant difference in outcome 
between the two gases (Lichtigfeld & Gillman, 
1989b). Of those who failed to respond to either 
placebo, about 87% responded to AN given 
immediately after the failed placebo (Lichtigfeld & 
Gillman, 19892). It is of interest that in our initial 
study in which oxygen was used single blind, the 
response rate to oxygen alone was 66% (Lichtigfeld 
& Gillman, 1982). In view of the various factors 
involved in the placebo response, various figures are 
given for the response rate (Lichtigfeld & Gillman, 
1989¢,b). We have also shown that when AN is used 
for treating alcohol withdrawal, it is possible to 
drastically reduce the need for sedative therapy, in- 
cluding benzodiazepines (Gillman & Lichtigfeld, 1986). 

Another important finding from our first study 
(Lichtigfeld & Gillman, 1982) was the remarkably 
rapid amelioration of the patient's condition. This 
occurred within 20 minutes of AN administration 
and sometimes during the first 20 minutes when 
oxygen alone was given. Furthermore, once the 
patient had responded satisfactorily to the oxygen 
alone or AN it was unnecessary, in approximately 
95% of cases, to repeat either treatment. In the 
remainder of cases, one further treatment with either 
oxygen alone or AN was required within 24 hours 
of the first gas administration. In the few patients 
who did not respond, further treatment with sedative 
therapy was required. 

When the treatment with AN is successful, patients 
respond almost immediately. They then regain their 
appetite and often ask to be fed and enjoy the next 
ward meal. This enables them to participate actively 
with the routine rehabilitative measures from day 1; 
the need for staff supervision is thus greatly decreased. 
The rapid reversal of the alcohol withdrawal 
syndrome by using AN is in stark contrast to the 
prolonged sedative phase of treatment when treat- 
ment with benzodiazepines is used. So far, since 
the inception of this treatment 10 years ago, more 
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than 7000 patients have been treated successfully with 
AN for the alcohol withdrawal syndrome by both 
ourselves (Gillman & Lichtigfeld, 1990) and others 
(Daynes, 1989) in South Africa. The therapy has also 
been recently introduced in Finland, after the 
practitioner concerned received training in the tech- 
nique in South Africa. 

We had initially concluded that the oxygen was not 
acting as placebo alone but had a specific effect in re- 
versing the anoxic state found in the alcohol with- 
drawal state (Lichtigfeld & Gillman, 1982). We now 
report a double-blind study on the effectiveness of 
*carbogen' (95% oxygen plus 5% carbon dioxide) in 
the alcohol withdrawal state. van Wulfften-Palthe 
(1926) and Victor (1973) had shown possible beneficial 
effects of carbogen in severe alcoholic withdrawal. 


Method 


One hundred and four white male chronic alcoholics with 
at least a ten-year history of chronic alcoholism (aged 
between 28 and 60 years), without pathology requiring 
medical treatment, gave informed consent. 

All patients entering the study were given a full routine 
physical examination. Although liver function tests were not 
routinely done, any patient suffering from acute alcoholic 
hepatitis as defined by Madden (1979) was excluded. Patients 
having any other clinically determined organic or medical 
conditions were also excluded. In practice this meant that any 
patient requiring treatment for a medical condition of any kind 
apart from the alcohol withdrawal state was automatically 
excluded. These wide exclusion guidelines were used for the 
research project only. Under normal circumstances the only 
absolute exclusion factor is severe chronic obstructive lung 
disease (Gillman & Lichtigfeld, 1990). 

Subjects were randomly assigned into two groups: one 
received oxygen, the other carbogen, double blind. 

All gases were given while the patient was recumbent. 
The equipment for gas administration (i.e. the analgesia 
machine and cylinders) were at no time visible to the patient 
during inhalation therapy. The oxygen or carbogen were 
administered for 20 minutes through a nasal catheter with 
a flow rate of 6-8 l/min, depending on the patient's size. 

Where placebo was perceived to have been of insufficient 
benefit (see below), AN was administered as follows. A 
nasal mask and Quantiflex dental relative analgesia machine 
were used in all cases. It is essential to use such an apparatus 
because 1t contains a fail-safe device that guarantees an 
oxygen supply of at least 30% at all times. Should the oxygen 
level fall below 30% the nitrous oxide flow is automatically 
discontinued. The use of a nasal mask instead of a face 
mask or closed circuit further guards against anaesthesia. 
For these reasons neither anaesthesia nor anoxia can 
supervene. These features allow the operator to titrate the 
gases without the need for either an anaesthetist or the usual 
precautions adopted for anaesthesia. 

Since the patient's level of consciousness is never 
obtunded by the correct use of AN - oxygen minimum 30% 
and nitrous oxide maximum 50% (except in exceptional 
circumstances) — the patient is co-operative at all times 
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during AN administration. This is essential while titrating 
the amount of nitrous oxide to the correct endpoint, which 
is when the patient is fully relaxed and indicates clear clinical 
improvement in his condition. In rare cases a nitrous oxide 
concentration of over 50% has to be used to achieve this 
desired endpoint. 

If too much nitrous oxide is given to a sensi-ive patient, it 
can sometimes lead to unnecessary overexcitement or euphoria. 
This is, however, reversible within 30 seconds by decreasing 
the AN concentration. Even so, it is clearly better avoided. 
This requires a slow and gradual increase of nitrous oxide flow 
from 0.5 l/min, increased by 1 l/min every two to three minutes 
until the endpoint is reached. At the same timethe oxygen or 
carbogen, which was given at between 6-8 l/min initially is 
gradually decreased to the minimum of 3 l/min. Once the end- 
point is reached, the patient breathes the AN until 20 minutes 
has elapsed since the titration with AN began. After 20 
minutes, 100% oxygen is given for at least five minutes to ob- 
viate diffusion hypoxia (Eger, 1985). In an out-patient setting 
patients breath oxygen for a full 20 minutes. They must 
not drive or operate any machinery for a further 30 minutes. 

For this study and in all our clinical work, che gases were 
administered by trained registered nursing sisters, who were 
not directly supervised after they had undergone training. 
This illustrates the simplicity and safety of the technique, 
which is now used in a clinic in the African bush by trained 
nursing staff (Daynes, 1989). 

Symptoms were assessed using a modified Gross Scale for 
the alcoho] withdrawal state (Lichtigfeld & Gillman, 1982). 
The items used for assessing the response were: tremor, head 
pressure, sweating, restlessness, ‘butterflies in the stomach’, 
craving, orientation, delusions, hallucinations, depression, 
remorse, and guilt. Each item was assessed as mild (1 point), 
moderate (2 points) or severe (3 points). 

The raw scores for each patient were summed to give an 
aggregate score before and after each treatment modality. 
A ratio was derived by dividing the symptom score of each 
subject before gas administration by the symptom score 
immediately after. The response was judged positive if this 
therapeutic ratio was 2 or more, that is, if the symptom 
score following therapy had fallen by 50% or more. This 
measure of improvement has been shown to be highly 
correlated with overall clinical improvemert (Lichtigfeld 
& Gillman, 19895) with minimal reliance on sedative or 
other pharmacological intervention other than a benzo- 
diazepine at night (e.g. 15-30 mg oxazepam) for the first 
and possibly the second night in treatment 

; If AN was given, another therapeutic ratio was computed 
for the scores just before and after its administration. 

The total sample was randomised by the toss of a coin 
applied to each consecutive case, while the placzbo gas admin- 
istration was double blind (Lichtigfeld & Gillman, 19898). 

The protocol was passed by the local human ethical 
review committee. 


Results 


Table 1 gives the symptom assessment scores for a 
representative sample of the 104 subjects. 

The code was broken after all the parameters and scores 
had been analysed. It was found that 52 subjects had 
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Table 1 
Symptoms assessment scores for a representative sample 
of patients treated inrtially with oxygen or carbogen 





Patient Oxygen or carbogen Nitrous oxide 
Before After Rato Before After Ratio 

Oxygen 

1 12 13 09, 13 1 13 
2 13 10 13 10 1 10 
3 21 6 35 = - - 
4 5 2 25 - - - 
5 20 7 29" - - - 
6 25 14 1.8 14 9 1.5 
7 8 8 1 8 0 - 
8 14 13 1.41 13 2 6.5 
9 26 21 12 21 5 4.2 
10 8 6 1.3 6 1 6 
Carbogen 

11 18 9 2 - - - 
12 19 10 1.9 10 3 3.3 
13 15 15 1 15 1 15 
14 22 12 1.8 12 4 3 
15 18 18 1.1 16 2 8 
16 9 0 - - - - 
17 16 11 1.4 11 2 5.6 
18 23 20 141 20 5 4.0 
19 16 12 1.2 12 1 12 
20 10 6 17 6 1 8 


1. Nitrous oxide not used when placebo therapeutc index was 
greater than 2. 


received carbogen and 52 oxygen. In the carbogen group 
15 cases had a positive placebo response (a therapeutic ratio 
of 2 or greater) while in the oxygen group 17 responded 
positively. Thus, for the total group, a positive placebo 
response of just over 30% was demonstrated. Of the 72 
patients who did not respond to placebo, 66 responded 
positively to the subsequent administration of AN. Of the 
six patients who did not respond positively to AN, five had 
previously received oxygen. 


Discussion 


It appears that carbogen is no better than oxygen in 
this sample. However, it is interesting that five out 
of six patients responding to both placebo and AN 
had received oxygen and not carbogen. This might 
indicate a possible synergism between prior carbogen 
and subsequent AN treatment, which requires further 
investigation. 

In spite of the variability of the placebo response, 
the vast majority of those who do not respond to 
placebo are successfully treated with AN (Lichtigfeld 
& Gillman, 1989a, 1982), as was the .case in this 
study. We have previously suggested that the placebo 
response in the alcohol withdrawal syndrome is 
opioid related (Lichtigfeld & Gillman, 19895), while 
the further activity of the AN could probably be 
ascribed to its opioid agonist effects (Gillman, 1986; 


ANALGESIC NITROUS OXIDE IN ALCOHOL WITHDRAWAL 


Lichtigfeld & Gillman, 1989b). The therapeutic 
efficacy of AN may, therefore, be related to a central 
deficiency of $-endorphin .in alcohol addicts 
(Genazzani et al, 1982). 

We believe, on the basis of our findings; that our 
simple and safe placebo method is able to diminish 
pharmacological intervention in the alcohol withdrawal 
syndrome; when not effective it can be immediately 
followed by AN treatment which, in the vast majority 
of cases, provides effective relief of symptoms within 
20 minutes. This regime has previously been shown to 
drastically reduce the need for adjuvant sedative ther- 
apy, including benzodiazepines (Gillman & Lichtigfeld, 
1986). It is possible to quickly identify the few patients ' 
not responding to this regime. In such cases immedi- ` 
ate and more intensive measures of treatment would 
prevent deterioration. For these reasons we believe 
that the method described in this paper is an advance 
in the treatment of the alcohol withdrawal syndrome. 

This work is another example of the usefulness of 
AN as an investigative, diagnostic and therapeutic 
agent of. the endogenous opioid system in neuro- 
psychiatry (Gillman & Lichtigfeld, 1989). 
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Construction of an Index for Predicting Suicide Attempts 
in Depressed Adolescents 


C. W. M. KIENHORST, E. J. DE WILDE, R. F. W. DIEKSTRA and W. H. G. WOLTERS 


A group of 48 adolescents who recently attempted suicide and 66 depressed adolescents 
were compared on sociodemographic, behavioural, psychological and relational variables. The 
variables which proved significant were used In different combinations In stepwise loglstic 
regression analyses, resulting In seven variables which served as the content of an index of risk. 
The sensitivity of the index was 9096 and the specificity 8396. At one-year follow- 
up the occurrence of a suicide attempt correlated with score on the instrument. 


In a recent Dutch study, 2.2% of 9393 students in 
secondary education reported ever attempting 
suicide. Based on these findings, the authors 
estimated that each year 450 female ard 150 male 
secondary students per 100 000 aged 14—20 attempt 
suicide. Kienhorst et al (19905) found that 17 500 
women and 7500 men had ever attempted suicide in 
the student population of the Netherlands. 

These figures raise questions about which charac- 
teristics differentiate between adolescent suicide 
attempters and non-attempters, since knowledge of 
these characteristics might enable idenzification of 
those at risk of suicidal behaviour. The literature 
already contains studies on such characteristics (e.g. 
Hawton & Osborn, 1984; Kienhorst et ai, 1987; 
Kienhorst, 1988; Spirito et al, 1989; Kienhorst ef al, 
1990a), which can roughly be classified as 'socio- 
demographic’ (e.g. sex, broken home, death of 
family members), ‘behavioural’ (e.g. use of alcohol 
and drugs), ‘developmental, psychological or 
psychiatric! (e.g. mood disturbances, identity) and 
‘relational’ (e.g. social network, etc.). 

However, the identification of suicidal adolescents 
can be problematic; this is illustrated by the fact 
that half of the adolescents under study had contacts 
with professionals in (mental) health care during the 
month before their attempt (Hawton ef al, 1982; 
Kienhorst et al, 1987). This suggests, as also noted 
by, for example, Motto et al (1985), that professionals 
often do not recognise the risk of suicidal behaviour. 
It is also possible that adolescents who contemplate 
suicide may not, or only in a very concealed 
way, communicate their intention. Even a skilled 
professional with a good knowledge of discrimi- 
nating characteristics, when dealing with an 
adolescent who is able and willing to communicate 
suicidal inclinations frankly, does not always know 
which combination of characteristics has the most 
predictive value for a suicide attempt. Therefore, 


an instrument,-such as a simple questionnaire, for 
assessing risk of suicidal behaviour may be useful. 

Such a questionnaire must be useful for the 
majority of adolescents who visit (mental) health 
professionals. In accordance with recommendations 
in the literature (Brown & Sheran, 1972; Motto 
& Heilbron, 1976) the instrument must be designed 
for a specific group already known to be at risk. 
The prevalence of suicide attempts in such a 
group is. higher than in the ‘normal’ population, 
which increases the predictive value of the instru- 
ment. 

In both clinical and non-clinical samples of 
depressed adolescents the relationship between 
suicidal behaviour and depression is established (e.g. 
Crumley, 1982; Friedman et al, 1984; Chabrol & 
Moron, 1988; Kienhorst et al, 1990a). From these 
findings, it appears that most.adolescents who 
attempted suicide are or were depressed. However, 
most depressed adolescents do not attempt suicide, 
therefore, which characteristics distinguish depressed 
adolescents who attempt suicide? 

To our knowledge, there is currently only one 
index for suicidal behaviour in adolescents (Slap ef 
al, 1989), whereas some studies using multivariate 
techniques (e.g. Brent ef al, 1988) can be considered 
a first step in the construction of such an instrument. 
However, these studies are not dealing with differences 
between suicidal and depressed adolescents. Some 
indices have been developed for the adult population 
(e.g Cohen et al, 1966; Farberow & Mackinnon, 
1974; Motto et al, 1985) but one cannot simply 
assume that they can be used with adolescents. 

The purpose of this study was to construct an 
index for determining the risk of suicide attempt in 
depressed adolescents. This was done on the basis 
of data collected from adolescents who recently 
attempted suicide and depressed adolescents who 
have never attempted suicide. 
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Method 


Two groups of subjects were asked to co-operate with this 
study. The first group comprised 41 girls and seven boys 
aged 14-21 years (mean age 17.0, s.d. 1.5) who had all 
attempted suicide between one year and one week before 
the measurement date. The second group consisted of 52 
girls and 14 boys aged 12-21 years (mean age 17.4, s.d. 
1.5) who suffered from a depressive mood at the time of 
assessment, and had never attempted suicide. There was 
no difference between the groups with respect to age 
(£(104)  — 1.55, P 0.13) or sex (7 (1) 5 0.43, P=0.51). 
Half of the subjects in each group were collected through 
mental health care institutions and the other half by 
screening 9393 students in secondary education (Kienhorst 
et al, 1990). 

Almost two-thirds of the suicide attempters took an 
overdose of medicines or toxic substances, a quarter injured 
themselves, whereas the others threw themselves in front 
of a moving vehicle, tried to hang themselves or jumped 
from a height. Their mean score on the Suicide Intent Scale 
(Beck et al, 1974a) was 6.8, which is in accordance with 
the mean score of 50 British adolescent suicide attempters 
(Hawton et al, 1982). Three suicide attempters scored 13, 
indicating a ‘strong’ suicide intent. The mean risk-score on 
the Risk-Rescue Rating (Weisman & Worden, 1972) was 
8.1, indicating a ‘moderately low’ risk. Rescue score was 
11.6, indicating a *moderately high' rescue level. 

In total, 131 depressed adolescents were interviewed. At 
the time of measurement, only 66 of them met the criterion 
of depressive mood ~ a score of 46 or higher on the Self- 
rating Depression Scale (Zung, 1965) in combination with 
a minimum score of 16 on the Depression Adjective Check 
List (Lubin, 1967). The data for these 66 adolescents were 
used in subsequent statistical analyses. 

A semistructured interview including a number of self- 
report questionnaires (comprising 171 variables, see 
Appendix) was performed individually by psychologists 
who were specially trained for this purpose. Before 
data collection, a pilot study was carried out using a sample 
of eight adolescents, on the basis of which the interview 
was modified. 

One year after the interview, all subjects were asked to 
fill in a questionnaire sent by post. 

The variables were tested first on univariate level (x? 
with Yates' correction or Student's t-test) for their power to 
differentiate between attempters and depressed adolescents. 
Variables were selected only if they discriminated signifi- 
cantly (P<0.05). To increase the convenience of the instru- 
ment in clinical practice, the items were dichotomised. 

Since the BMDP program (Dixon, 1983) accepts a limited 
number of variables, the variables selected are analysed in 
different combinations by way of logistic regression analysis 
using a forward-stepwise method (Haberman, 1974). In the 
stepwise method the most discriminating variable is 
added to a constant, after which the remaining variables 
are tested in order to find the one that contributes 
most to the model. It is possible for a variable that 
has already been selected to take a Jower rank during 
subsequent testing of the remaining variables. After 
the variable that contributes most has been selected, 
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the cycle is repeated until there 1s no significant improve- 
ment of the ‘fit’ of the model. The resulting combination 
with the highest Hosmer-Lemeshow x? value (the corres- 
pondence between the observed values and the values that 
are predicted by the model) will be considered as the index. 
Subsequently, different cut-off points of the index 
will be examined for predictive power and related to 


Table 1 
Selected variables for multivariate analyses 


Variable Suicide Depressed x” 
attempters (n= 88) 


(n= 48). 96 96 





Raising situation (both biological 
parents/other) 

No. of raising srtuations 
(one/more than one) 

Running away (yes/no) 

Living apart from father 
{yes/no} 

Support from parents last year 
(nothing + fitdeMot much and 
not little +much+very much) 


Depression Symptom List 

(Durng the last few weeks . . .) 

Did you gain weight? (yes/no) 

Did you lose energy or feel 
fatigued? (yes/no) 

Did you socially withdraw? 
{yes/no) 

Did you have a pessimsstic 
attitude towards the future? 
(yes/no) 

Did you have episodes of tearful- 
ness and/or crying? {yes/no} 

Did you estimate your situation 
as hopeless? (yes/no) 84/16 


Contact with Surcidal Behaviour List 

No. of times you con- 
sidered attempting sui- 
cide (none/one or more) 

No. of times you were on the 
verge of attempting suicide 
{none/one or more} 

No. of methods for which you 
estimate the chance as being 
reasonable you will ever use 
it (none/one or more) 


Attitude Towards Sucide List 
Would you commit suicide if you were 
left alone by your partner? (certainly 
not, probably not + maybe/ 

probably so + certainly so) 
Would you commit suicide if 

separated from (ona of} your 

loved one(s)? (certainly 

not + probably not + maybe/ 

probably so- certainly so) 


53/47! 8020  Á821'* 
54/46 


58/42 


74/26 
26/74 


4.12* 
11.02*** 


42/68 14/88 10.08** 


51/49 28/72 6.40" 


9/92 34/06  872** 


62/48 76/24  5.71* 


61/40 38/03 4.57" 


82/18 48/b3 11.23*** 


81/38 38/62  4]73* 


46/64  14,23*** 


92/8 76/24  3.82* 


79/21 36/64 18,83*** 


56/44 989/11 14.74*** 


68/32 9110 7,35** 


70/30 92/8 8 07°* 


1. Some percentages do not add up to 100 due to rounding error 
*P<0.06, **P«0.01, ***P<0 001. 
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suicide attempts reported at follow-up, one vear after the 
initial date of interview. 


Results 


Initially 36 of the 171 (21%) variables reached significance. 
After selection (as described above) 16 variables remained, 
which are shown in Table 1. 

These variables were used in different combinations to 
predict group membership (suicide attempter v. depressed 
adolescent) statistically by way of stepwise logistic regression 
analyses. The 14 different combinations chosen for clinical 
relevance by two experienced psychologists/psychotherapists 
were evaluated on their ‘goodness-of-fit’. In Table 2, the 
combination of variables with the highest predictive power 
(Hosmer-Lemeshow x?— 5.49, d.f. — 8, P 0.704) is given. 

In Table 2, the F value refers to the possible deterioration 
of the model if a relevant variable were to be removed. The 
standard error-and the ratio of coefficient tó standard error 
can both be interpreted as the measure of the stability of 
the coefficient. For this an absolute ratio larger than two 
is desirable (Engelman, 1977). The variables in Table 2 
served as the content of the questions of the risk index. 
To facilitate scoring of the instrument, the value of 
the coefficients was changed to one, which did not alter 


Table 2 
Relationships between the vanables, and group membership 
In logistic regression analysis 


F P Co- Standard Co- 
efficent error efficient/ 
standard 
error 
(DSL) Did you gan weight 
lately?'? 4.78 0.03 1.73 0.80 2.16 
(DSL) Did you lose energy 
or feel fatigued 
lately?! 7.79 0.01 1.78 0.65 2.76 
Father living apart? 6.18 0.01 170 0.69 2.46 
No. of times you were 
on the verge of 
attempting suide* 1214000 2.11 081 345 
No. of methods for which you 
estimate there is a reason- 
able chance you will 
ever use*® 6780.02 1.56 0.66 2 38 
(DSL) Did you have a pessi- ` 
mistic attitude towards 
the future?? 3.69 0.06 1.23 0.65 1.90 
(DSL) Did you estimate your 
situation as being : 
hopeless?? 6.89 0.001 1.91 9.74 2.60 
Constant 2544 0.00 -8.868 1.34 -4.99 


1. Lately refers to the last few weeks before the attempt in case 
of the suicide attempters, the last few weske before the 
measurement date in case of the depressed adolescents. 

2 Coding: no=1; yes =O, 

3. Coding: yes = 1; no=0. 

4, Codmg. 1 or more = 1; none =Q, 

5. This tem waa tater changed to ‘‘Do you estimate the chance that 
you wil end your fife as reasonable?” for greater convenience of 
admbustration. 
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the predictive power of the instrument. In this way the scores 
vary from 0 (absence of all risk factors) to 7 (presence of 
all risk factors). The items of the index are outlined below. 
Items (a) and (b) score one point for a negative 
answer, items (c) to (g) score one point for a positive answer. 


(a) Did you gain weight lately? 

(b) Did you lose energy or feel fatigued lately? 

(c) Does your father live away from home? 

(d) Were you ever on the verge of attempting suicide? 

(e) Do you estimate the chance that you will end your 
life as reasonable? 

(f) Do you have a pessimistic attitude towards the 
future? 

(g) Do you estimate your situation as being hopeless? 


Classification 


To find the most suitable cut-off point (i.e. number of items 
on basis of which someone is classified as ‘suicide attempter’) 
the number of false and true predictions is calculated for 
every possible cut-off point (from 1 to 7), as shown in Fig. 1. 

The most suitable cut-off point as shown in Fig. 1 appears 
to be four, since this point reflects a reasonable balance 
between the number of false and true classifications of 
persons in both groups. Using this cut-off point, the 
sensitivity (the proportion correctly classified as attempters) 
is 89.6% and the specificity (proportion of correctly 
classified depressed adolescents) is 83.3%. Together, 86.0% 
of the subjects are correctly classified. These classification 
results are based on a dichotomy, namely ‘not suicidal’ v. 
‘suicidal’ (i.e. <3 characteristics v. >3 characteristics). One 
can argue that, when using the instrument in clinical 
practice, a subdivision in four categories (0 or 1 character- 
istics, 2 or 3 characteristics, 4 or 5 characteristics, 
6 or 7 characteristics) may ‘provide more information. 
Table 3 shows the detailed frequency distribution of the 
sum-scores of the risk index, for both groups. 

As can be seen from Table 3 all suicide attempters have 
two or more characteristics, whereas no depressed adolescent 
had more than five. Because of these findings, category I 
can be qualified as no risk of a suicide attempt, and 
category IV as very high risk of a suicide attempt. Since 
10.6% of the persons who have two or three characteristics 
have attempted suicide, category II reflects low risk of a 
suicide attempt, whereas category III can be qualified as 
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Cut-off point 


Fig. 1 Percentage of correctly classified suicide attempters ( Eg ) 
and depressed adolescents ( gj ) for each cut-off point. 
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Table 3 
Distribution of risk-index scores and reported suicide attempts at follow-up for suicide attempters and depressed 
adolescents 
Category Number of Initial assessment One-year follow-up 
character- 
istics Surade Depressed % Suicide Suicide attempters Depressed adolescents 
attempters adolescents attempters no attempt: attempt: no attempt. attempt: 
no. (96) no (99) ın category no. no. (95) no. no. (96) 
1 Oor 1 0 (0.0) 13 (19.7) 0.0 - - - 12 0 (0] 
Il 2or3 b (10.4) 42 (63.6) 10.6 4 0 (0) 35 2 (5.4) 
{ll 4or 5 35 (72.9) 11 (16.7) 76.0 27 2 (8 9) 6 1 (14 3) 
iV 80r 7 8 (16.7) 0 (0.0) 100.0 4 3 (42.9) - - - 
Total 48 (100.0) 68 (100 0) - 35 5 (125) 63 3 {6.4} 


high risk of a suicide attempt, since 76% of the subjects However, because of lack of data about the 
who have four or five characteristics are suicide attempters. population under study, no decisive answer to this 
matter is possible. One can only argue that both 
The index related to the follow-up measurement sources have a similar proportion of depressed and 
Forty suicide attempters (83.3%) and 56 depressed Suicidal subjects Q^ —3.1, NS). Concerning the sex 
dodo (85%) ae to ie follow-up paste differences, there is an over-representation of girls, 
naire. In Table 3 the number and proportion of subjects although the proportion is the same in both groups. 
who attempted suicide in the year following the interview This finding may be attributed to the fact that boys 
in both groups are related to the scores on the instrument are less willing to participate in this kind of research, 
at the date of interview. The suicide attempt in the depressed which could have caused selection bias. 
group is a first-ever, whereas in the other group it is not. Also, because some of the data collected were 
It appears that 5.4% of the depressed adolescents and retrospective, an “effort after meaning effect” 
12.5% of the suicide attempters reported having attempted (Brown, 1972) cannot be excluded. For example, 
suicide in the year between interview and follow-up. suicide attempters in search for explanations for their 
As can be seen in Table 3 the proportion of adolescents ; 
who reported a suicide attempt is correlated with the scores &ttempt may remember more stressful life events than 
on the instrument. the depressed group. However, Paykel (1983) states 
that these specific problems of method are reduced 
when semistructured interviews with questions 
about specific life events are used, as in this 
This paper describes the construction of an index for study. 
determining risk of a suicide attempt in depressed As already stated, the combination of charac- 
adolescents. This instrument comprises only 7  teristics in the constructed index has a good predictive 
*true'/ ‘false’ items and is simple to administer in power (sensitivity 90%, specificity 83%), as far as 
clinical practice. To obtain these qualities it was — both groups in our sample are concerned. However, 
decided to use a stepwise logistic regression analysis in the total population of depressed adolescents the 
in which characteristics are selected on the basis of predictive value of the instrument can only be 
their discriminative value as well as on their limited calculated by taking into account the sensitivity and 
intercorrelations. In this way the number of charac- specificity and the number of suicide attempters in 
teristics selected remained small and the classification the depressed population. To our knowledge, no 
as efficient as possible. The internal consistency of studies exist describing the number of depressed 
the instrument is, therefore, relatively low (Cronbach's adolescents who attempt suicide. For this reason, the 
alpha = 0.51). predictive power of the instrument in a population 
Before discussing further the value of the risk of depressed adolescents cannot be estimated, unless 
index some remarks about the validity of the the findings of the follow-up measure are used. 
discriminating characteristics are appropriate. First Before doing so, one should realise that this study 
of all, the subjects in this study came from different was not designed to estimate the proportion of 
catchment areas which may suggest that different suicide attempters in a population of depressed 
subgroups of suicide attempters and depressed adole- adolescents. This is reflected by the relatively small 
scents have been compared. Closely related to thisis sample of depressed adolescents, of whom 5.4% 
the question of the representativeness of both groups. attempted suicide in the year following the date of 
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interview. Nevertheless, on the basis of this finding 
one can calculate that 23% (959s CI 12-34%) of the 
predicted suicide attempters within the depressed 
population actually attempted suicide.‘ 

These calculations are based on findings which 
reflect only one year of measurement. One may 
assume that the number of suicide attempters will 
increase - and so will the predictive value of the 
instrument - by taking a longer follow-up 
measurement. 

To determine the predictive value of the instrument 
concerning future attempts, further research is 
necessary. This can be done by following in time a 
large sample of depressed adolescents (e.g. n = 2000) 
with known risk for a suicide attempt, as measured 
by the instrument. Taking into account the occurrence 
of relevant life events, one can observe the new 
classification results. Although such a method to test 
the predictive validity of the instrument is scientifically 
valuable, special attention should be paid to the 
ethical implications. 

To determine criterion validity, clinical judgement 
can be compared with the scores on the instrument. 
It is interesting to compare whether direc: questioning 
about suicidal inclinations provides a better pre- 
diction, since in the study of Kienhorst et al (1990) 
the consideration of a suicide attempt appeared to 
be the most powerful predictor of suicidal behaviour. 

Finally, being also clinical professiorals, we shall 
illustrate our conflicting considerations during the 
process of constructing the instrument by quoting 
Motto et al (1985): 


“The inherent dilemma in constructing a scale to estimate 
suicide risk lies in the fact that high-risx issues in an 
individual (e.g. health) cannot be generalized to a large 
population, and high risk issues in a large population (e.g. 
age) do not necessarily apply to a given individual. With 
a population of one, risk prediction based on clinical 
judgement can be individualized but validation is not 
possible. By estimating risk in a large number of subjects, 
the accuracy of individual risk estimates is reduced but 
validation becomes feasible.” 


Appendix 


The measures used in the semistructured interview are 
outlined below. 

Life History Interview. The purpose of this interview is 
to collect standardised data about the progress through life 
from birth until the date of measurement (depressed 
adolescents) or until the moment of the suicide attempt 
(suicide attempters). This is accomplished by assessing life 


1. This was calculated as follows The proportion of correctly predicted 
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events, opinions and behaviours in 19 areas: health, 
living situation, antecedents of family members, raising 
situation, siblings, social network, use of leisure, school, 
work, finances, religion, expectations of the future, sex and 
sexuality, sexual and physical abuse, substance use and 
abuse, delinquency, psychosocial help, boy-/girlfriend, 
pregnancy. For each of these areas, life events are assessed: 
which event happened, when did it happen and how often. 
Depression Symptom List. This instrument was developed for 
this investigation. It consists of 33 yes/no items each describing 
depressive symptoms according to the DSM-III (American 
Psychiatric Association, 1980) descriptions of major depressive 
disorder, dysthymic disorder, depressive episode of cyclothymic 
disorder, adjustment disorder with depressed mood, and 
uncomplicated bereavement. The list was studied on item level, 
Contact with Suicidal Behaviour List (Diekstra et al, 
1977). The purpose of this list, assessed orally, is to 
catalogue suicidal behaviour. For suicide attempters, 
suicidal behaviour is assessed with respect to a period 
immediately before the index attempt. With respect to 13 
possible methods of attempting suicide, assessments are 
made as to whether and how often the method was ever 
considered or carried out, and whether and how often the 
subject was ever on the verge of carrying it out. Also, 
subjects are asked to estimate the chance that in the future 
they would make an attempt using the method, and infor- 
mation is gathered about significant others who carried out 
the method. The answers are only recorded when the episodes 
are well defined in time. This list is studied on item level. 
Attitude Towards Suicide List (SULATT) (Diekstra et al, 
1977). This instrument tries to determine the respondent’s 
attitude towards him/herself concerning suicidal behaviour. 
The list comprises 20 items, each ranging on a five-point 
scale from ‘certainly yes’ to ‘certainly no’. Although a 
reliability coefficient (Cronbach’s alpha) of 0.81 is reported 
(Diekstra & Kerkhof, 1989) this list is studied on item level. 
The question ‘‘under which circumstances would you 
commit suicide?” has 12 possible answers, for example: 
**when you are in much pain", ‘when your partner leaves 
you"! and “when you would become seriously disabled”. 
The Utrecht Coping List (Schreurs et al, 1988). The 
purpose of the 14 items of this list is to measure the degree 
to which certain coping strategies are used. The items are 
analysed on item level and each can be answered on a four- 
point scale ranging from 'never or seldom' to *very often'. 
Self-rating Depression Scale (SDS) (Zung, 1965). In three 
samples derived from a Dutch sample of 8326 adolescents, 
reliability coefficients (Cronbach's alpha) were found to 
vary from 0.76 to 0.80 (Kienhorst et al, 1990b). 
Self-Esteem Scale (Rosenberg, 1965). In three subsamples 
of 8698 Dutch adolescents the Cronbach’s alphas of the 
Self-esteem Scale vary from 0.74 to 0.76 (Kienhorst et al, 
19905). 
The Dutch Personality Questionnaire (De Nederlandse 
persoonlijkheidsvragenlijst, Luteijn et al, 1985) is a 
Dutch version of the California Psychological Inventory 


suicide attempters (specificity x prop. observed s a = 0,896 x 0.054) 


was divided by the total proportion of predicted suicide attempters (0.896 0.054 -- (1-sensitivity xprop. observed 


n.$.8.) — (0.896 x 0.054) + (0.167 x 0.946) = 0.234. 


The 95% CI: was calculated by 0.234 + 1.96 x V (0.234 x (1-0.234)/56) = 0.234. 0.111. 
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(Gough, 1964). The Cronbach's alphas of the seven 
subscales vary from 0.62 to 0.89 (Luteijn et al, 1985). 

Dutch Family Environment Scale (De gezinsklimaat- 
schaal, De Coole & Jansma, 1983) is a Dutch version of 
the Family Environment Scale constructed by Moos & Moos 
(1981). The Cronbach's alphas for the nine subscales vary 
from 0.33 to 0.81 (Jansma, 1988). 

Locus of Control Scale (De Locus of Control Schaal, 
Van der Linden & Roeders, 1983) was developed on 
the basis of the scale designed by Nowicki & Strickland 
(1973). Van der Linden et al (1983) found an internal 
consistency of 0.66 in a Dutch sample of adolescents. 

The Hopelessness Scale (Beck et ai, 1974b). In three 
subsamples of 6985 Dutch adolescents, the Cronbach's 
alphas of a translation of the scale vary from 0.68 to 0.75 
(Kienhorst et al, 19905). 

The Psy-scale (De Psy-schaal van de Nederlandse MMPI, 
Luteijn et al, 1980) assesses degree of psychopathology 
and comprises 13 ‘true’ or ‘false’ statements, which are 
predominantly paranoid thoughts, derived from subscales 
like the paranoia and schizophrenia scales of the Minnesota 
Multiphasic Personality Inventory (Dahlstrom ef al, 1972). 
Kienhorst ef al (1990b) reported Cronbach’s alphas 
varying from 0.72 to 0.77 in subsamples of a sample of 6229 
Dutch adolescents. 

State-Trait Anxiety Inventory (Zelfbeoordelingsvragen- 
lijst, Van der Ploeg et al, 1979) is a Dutch version of the 
State- Trait Anxiety Inventory (STAI; Spielberger ef ai, 
1970). The Cronbach's alphas for the two subscales are 0.87 
and 0.92 in a Dutch sample (Van der Ploeg ef al, 1979). 

Follow-up Questionnaire. 'This questionnaire comprises 
the Depression Symptom List (see above), the Self-rating 
Depression Scale (see above) and 12 questions concerning 
events and emotions in the year after the date of interview. 
For this study, only the question: **Did you make one or 
more suicide attempt(s) in the period after the interview? 
If so, how often?" is relevant. 
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Maternal Mental Health in a Squatter Settlement in Rio de Janeiro 


MICHAEL E. REICHENHEIM and TRUDY HARPHAM 


The literature on household-based measures of mental health in developing countries Is limited. 
Much emphasis is currently placed on the physical well-being of mothers In relation to child 
care, yet their mental well-being receives litte attention. The present study measures matema! 
mental health in the largest squatter settlement of Rio de Janeiro, Brazil. The proportlon of 


mothers who were probable cases of mental ill-health was 3696. 


‘*The continuous care and attention of an infant is 
a demanding task, and good health and vitality of the 
mother are useful assets. Can a woman, subsisting 
on marginal nutrition, exhausted by repeated child- 
bearing, find energy to devote to the needs of a 
young child?” asks Ebrahim (1982), when examining 
the importance of women’s fitness in providing 
adequate child care. While women’s physical health 
receives increasing attention in developing countries, 
their mental health remains relatively ignored (Paltiel, 
1987). 

Little evidence is available about the mental con- 
dition of mothers rearing young children, especially 
in poor urban areas of developing countries where 
the risk of mental ill-health might be expected to be 
high. The study described below focuses on women’s 
mental disorders in a low-income community in 
Rio de Janeiro, Brazil. The association between 
maternal mental problems and child health has 
been described in different settings (Brown & 
Davidson, 1978; Beautrais ef al, 1982; Freeman, 1984; 
Fergusson et al, 1984, 1985), including the community 
discussed in the present paper (Reichenheim & 
Harpham, 1989a, b). The present paper, which is 
part of a wider research project on mother and 
child health (Reichenheim, 1988), summarises the 
prevalence of mental disorders in women, examines 
associated conditions, and discusses motherhood in 
a squatter settlement of Latin America. 

Any literature review of the prevalence of mental 
disorder should be made with some caution owing 
to constraints of method such as the different 
definitions and sampling procedures used in different 
Studies. There are various ways of identifying cases. 
For instance, some cases are defined by doctors' 
diagnoses, others from studies using unstandardised 
methods of diagnosis, and others using screening 
questionnaires coupled with in-depth psychiatric 
questionnaires. 

Bearing these caveats in mind, some prevalence 
figures on mental disorder published over the last 
two decades are presented in Table 1. Figures tend 


Table 1 
Summary of community studies (clinic-based or household 
surveys) of the prevalence of mental disorder, published 
1989-88 (with special emphasis on develeping countries) 





Reference Country Prevalence of 
mental disorder: % 
Mazer, 1989 USA 6.7 
Locke & Gardner, 1969 USA 14.2 
Giel & Van Luijk, 1989 Ethiopia 26.0 
Goldberg & Blackwell, 1970 UK 30.8 
Bash & Bash-Liecht, 1974 Iran 16.6 
Thacore et al, 1974 India 8.2 
Dormaar et al, 1974 Ethiopia 18.2 
Johnstone & Goldberg, 1976 UK 31.8 
Goldberg et a/, 1976 UK 36.7. 
Tarnopolsky et al, 1877 Argentina 15.7 
Alan, 1978 Bangladesh 39.0 
Marks at al, 1979 UK 31.9; 
Finlay-Jones & Murphy, 1979 Australia 294 
Hoeper et a/, 1979 USA 26.7 
Diop et al, 1980 Senegal 18.2 
Lehtinen & Vaisanen, 1981 = Finland 29.4 
Cooper, 1981 Germany 33.2 
Binitis, 1981 Nigeria 5.0 
Samuelsson, 1982 Sweden 13.4 
D'Arcy, 1982 Canada 180 
Von Zerssen & Meyerer, 1982 aN 18.5 
Busnello et a/, 1983 55.4 
Dhadphale et a/, 1983 one 29.0 
Harding et a/, 1983 Colombia 10.8 
India 17.7 
Sudan 10.6 
Philippines 16.3 
Skuse & Williams, 1984 UK 34.0 
De Jong et a/, 1986 Guinea-Bissau 12.0 
Vazquez-Barquero et a/, 1986 Spain 147 
Man, 1986 Brazil 50.3 
Victora et al, 1988 Brazil 27.4 


to be higher in northern countries than in Africa and 
in Asia. The two highest figures, however, come 
from Brazil. 

Mental problems are thought to be a consequence 
of adverse interactions of the social, cultural and 
physical aspects of the environment on the one hand, 
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and the different levels of the human nervous system 
on the other (Freeman, 1984). Two specific com- 
ponents at the environmental level are of particular 
importance: (a) the absence of support provided by 
social relationships and the internal dynamics of the 
family group, where lack of intimate ties with 
spouse is explicit (Henderson, 1980); and (b) ‘major 
difficulties! such as low income, poo: housing, 
overcrowding and high parity, lack of security of 
tenure, etc. (Brown, 1979). Some empirical evidence 
supports the socio-economic foundation of mental 
disorder. In a study of depressed patients in an 
urban area of Kenya, lack of regular income and 
employment were identified as major vulnerability 
factors (Ndetei & Vadher, 1982). The same pattern 
has been found by Barnes & Prosen (1982) in Canada. 
So far as crowding is concerned, Gabe & Williams 
(1987) have shown higher rates of mental disorder 
both at very high and at very low household crowding 
+ conditions ~ a J-shaped relationship. However, Levy 
& Herzog (1974) claim that in the absence of poverty, 
this condition is not per se a serious problem. 
Crowding seems to be a mere precipitating factor. 

Although not confined to urban areas, mental 
health problems are often considered a major by- 
product of the increasing urbanisation taking place 
in developing countries. An ever-swelling population 
living in squatter settlements has been identified as 
being particularly at risk (Rossi-Espagnet, 1984). Yet, 
evidence of the extent of the problem derived from 
household surveys carried out in squatter settlements 
is so far non-existent. 

In Brazil, and in Rio de Janeiro in particular, the 
squatter phenomenon is an ever-present feature of 
daily life. The *favelization process! has been going 
on since the turn of the century. The biggest upsurge 
of favelas (squatter settlements), howevez, has taken 
place in the last 30 years, following an unprecedented 
rural-to-urban transition (Reichenheim, 1988). 

This raises the issue of migration as a risk factor 
for mental disorders. In a review article, Paltiel 
(1987) called for more evidence regarding the 
relationship between migration and the changing 
conditions of women in newly industrialised countries. 
This comes as a quest in the context of a rather contra- 
dictory literature. In a review of the epidemiology 
of mental disorder in Latin America, for instance, 
Almeida-Filho (1987) dismisses migration as a factor 
leading to mental disorder. The author identifies the 
Socioeconomic situation in which migration takes 
place as a prime cause. Conversely, the finding of 
an earlier study of his showed a higher risk of 
depressive disorders among migrant women, even 
after controlling for occupation, educational status 
and marital status (Almeida-Filho & Bastos, 1982). 
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Although many authors have equated poverty with 
squatter/slum residence, this is questionable. While 
it is true that many squatter dwellers are poor, they 
are not all equally poor. Differences between and 
within squatter settlements have been pointed out 
(Hardiman & Midgley, 1979) and, as Harpham et al 
(1988) put it, ‘taking the physical neighbourhood as 
a real or potential social entity sometimes disregards 
the structural realities of a highly compartmentalized 
society". This is confirmed by several authors 
describing intra-community differentials in relation 
to housing, income and occupation (Hardiman & 
Midgley, 1979; Asiama, 1985; Reichenheim, 1988; 
Yusof, 1988). 

Do similar differentials exist with regard to 
maternal mental health? Brown & Harris (1982) 
point out the increased vulnerability of working-class 
women with children living in impoverished inner 
cities to develop affective disorders. Apart from the 
problems due to lack of resources, other events could 
be operating as potential amplifiers for the develop- 
ment of mental disorders. The first is that mothers 
in low-income families are compelled to take on work 
for cash outside the home. Being wage-labourers and 
domestic workers at the same time, they are thus 
overworked in a context of uneven gender-labour 
distribution inside the household (Munk, 1985). 
In developing countries, supplementing the family 
resources often entails leaving children in the home 
without adequate supervision. Where there is a weak 
social structure, as often happens in many squatter 
settlements, mothers’ mental stability may be impaired 
and their ability in child-rearing diminished. Studies 
carried out in Europe as well as in developing 
countries have shown that there is a higher prevalence 
of depressive disorders among women who work 
outside the home than among those whose work is 
inside the home (Brown et al, 1975; Almeida-Filho, 
1987). 

Conversely, anxiety states have been said to be 
more frequent in household-bound housewives 
(Brehony quoted by Paltiel (1987)). Intense anxiety 
may develop as a consequence of women's hyper- 
vigilance when having the responsibility for the safety 
and well-being of offspring (Briscoe, 1982). 

A second potential amplifier, closely related to the 
first, is single parenthood, which is a frequent by- 
product of family violence. This parental discord and 
lack of partner support has been identified as 
unfavourable to adequate mothering practices by 
some studies (Moss & Plewis, 1977; Rutter, 1981; 
Brown & Harris, 1982), although not by all studies 
(Fergusson et al, 1984). There is also evidence of an 
association between single and adolescent motherhood 
(Nathanson ef al, 1986). Single parenthood in urban 
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areas is regarded as a growing phenomenon, especially 
in poor communities of developing countries (Rosa, 
1986; Aga-Khan & Talal, 1986). 


Setting of the survey 


Rocinha is the largest squatter settlement in Rio de Janeiro 
and occupies an area of about half a square kilometre in 
the core of the city's well-off districts. The estimated 
population of the squatter settlement is a disputed issue. 
Census figures from the Instituto de Planejamento do Rio 
de Janeiro quote 32 966 inhabitants for 1983, whereas locals 
put the figure at 300 000 (Gomes, 1986). According to the 
present survey the population is around 80 000. 

Within Rocinha there is a varied housing and environ- 
mental pattern. The residents' distinct manner of dressing 
and the development of specialised trades indicate that the 
population, although generally belonging to the lower socio- 
economic strata, is quite heterogeneous (Brasileiro e al, 
1982). To put this differential into perspective, in a 
household of five Individuals with income in the lowest 
25%, the average monthly earnings were £63, whereas for 
a family of four in the top 25% the earnings were £279 
(Richenheim, 1988). This is a considerable contrast given 
the background of a monthly minimum salary at the time 
of the survey of £38, and a minimum food basket plus 
expenditure for transport and clothing for an average family 
of four estímated to be equivalent to twice the minimum 
salary (Shrimpton, 1986). 


Method 


Design and sampling procedure 


The survey was carried out in two stages. Firstly, a sampling 
frame of households with mothers rearing children under 
the age of five was established by undertaking censuses in 
30 randomly selected areas of Rocinha specified for the 
Brazilian census of 1980. In the ten areas screened, 1048 
mothers with under-fives were found. Secondly, a structured 
questionnaire was administered to a subsample of 480 
randomly selected mothers. The response rate was 95.8%. 
Full details of the selection and training of interviewers, 
and the sample design can be found in Reichenheim 
(1988). 


Data-collection tools 


The SRQ-20 (Self Response Questionnaire) (Table 2) was 
used to assess mental health status. It was applied to the 
mother, the adoptive mother or the co-rearer (if the mother 
was unable to respond, e.g. if she was in hospital). 
The SRQ-20 was conceived as a tool for primary health 
care enabling non-specialised health personnel to identify 
“individuals with mental disorders in community settings for 
either follow-up or referral. Because women are more likely 
to develop neurotic disorders such as depressive episodes, 
anxieties, agoraphobias, or somatisations (Weissman & 
Klerman, 1977; Murphy, 1986; Paltiel, 1987), and because 
anxiety, depressive states and psychosomatic disturbances 
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Tabie 2 
‘Yes’ responses on Self Response Questionnaire 
{SRQ-20) (n = 460) 





Number % 
1. Do you often have headaches? 212 46 
2. ts your appetite poor? 139 30 
3. Do you sleep badly? 125 27 
4. Are you easily fnghtened? 209 45 
5 Do your hands shake? 130 28 
6. Do you feel nervous, tense, worried? 358 78 
7. ts your digestion poor? 116 25 
8. Do you have trouble thinking clearly 186 40 
9. Do you feel unhappy? : 218 47 
10. Have you been crying more than usual? 95 21 
11. Do you find it difficult to enjoy your daily 193 33 
activities? 
12. Do you find it difficult to make decisions? 198 43 
13. Is your daity work suffering? 88 19 
14. Are you unable to play a useful role m life? 89 20 
15. Have you lost interest m things? 127 28 
16 Do you feel you are a worthless person? 72 16 
17. Has the thought of ending your Irfe been in 68 15 
your mind? 
18. Do you feel tired all the time? 160 33 
19. Do you have uncomfortable feelings in 119 28 
your stomach? 
20. Are you easily tired? 143 31 


are the most frequent types of mental disorder found in 
medical practice and in community studies (Goldberg & 
Blackwell, 1970; Wing et al, 1974; Climent et al, 1980; Mari, 
1986), the subject of women's mental health is best studied 
in the community using a questionnaire which assesses these 
specific issues. 

Originally, the SRQ-20 was conceived as a self-completion 
questionnaire but it has been recommended that in countries 
where the level of literacy is low, indirect application by 
health workers is more suitable (Mari, 1986). The SRQ-20 
was designed by Harding ef a/ (1983) as a development of 
former psychiatric instruments. It was validated against 
in-depth psychiatric questionnaires in Colombia, Sudan, 
India and the Philippines, showing sensitivities of 73-83% 
and specificities of 72-85%. The SRQ-20 has been further 
validated in studies in Kenya and Brazil, showing similar 
sensitivities and specificities - 79-83% and 75-89% respect- 
ively (Busnello et al, 1983; Dhadphale et al, 1983; Mari, 
1986). The confidence in the choice of using the SRQ-20 
comes from tbe fact that it has been tested and validated 
twice in Brazilian urban settings (Busnello ef af, 1983; Mari, 
1986). Thus, it offered the advantage of being available in 
its Portuguese version without the nced for field-testing the 
translation. 

The SRQ-20 is composed of 20 yes/no questions - four 
on physical symptoms and 16 on psycho-emotional 
disturbances. For analytical purposes, scores of seven or 
under were defined as low and those of eight or over as 
high. This was accepted after Mari's (1986) findings that 
the 7/8 cut-off point gave the best trade-off between high 
sensitivity and low false positives for the female population 
in urban Sdo Paulo. 
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One point must be borne in mind throughout the 
interpretation of the results. The finding is a proportion 
of probable cases and not an estimate of true prevalence 
of psychiatric disorders. The latter cannot be cbtained from 
the present study because its calculation involves positive 
predictive values estimated by comparing the SRQ-20 with 
a ‘gold-standard’ questionnaire or a clinical examination. 

The other variables in the present paper were collected 
by means of a household questionnaire. The full details of 
the questionnaire and the definition of terms are found in 
Reichenheim (1988). 

The data were processed using the SIR (1980) software 
package and analysed using the SAS (1985) software 
package. For the cross-classification analysis, x? statistics 
were used. 


Results 


Table 2 shows the profile of the mothers according to 
each component of the SRQ-20. The items that most 
frequently contributed to high scores were, in decreasing 
Order, tenseness, sadness, frequent headaches, frequent 
frights, and difficulties in thinking and decision-making. 
These were present in more than 40% of mothers. All 
but headaches are psycho-emotional disturbances, which 
contrasts with clinically based findings that psycho- 
somatic complaints are the ones mostly quoted by patients 
(Reichenheim, 1988). 

Anxiety symptoms (questions 3-6 and 8) were the most 
frequent ones. Over three-quarters (78%) of the mothers 
answered that they were nervous, tense or worried. This 
may be a manifestation following a state of hypervigilance 
coupled with a feeling of helplessness and dependency. Lack 
of control over the setting in which a stressor occurs is 
belicved to be as important as the stressor itself (Stokols, 
1978). 

Depressive symptoms (questions 9-18 and 20), although 
not so frequent, are relevant for their substantive salience. 
Crying more than usual, a feeling of worthlessness, inability 
to play a useful role in life, culminating with thoughts of 
suicide, is a gloomy picture affecting at least one-sixth of 
the mothers interviewed. This suggests a grave social and 
domestic state of crisis which deserves more attention than 
has been hitherto given. 

The proportion of probable cases of mente! disorder was 
36%. Although in a strict clinical sense the states described 
above are different ones, the term mental disorders will be 
used below as a summary term covering psychosomatic, 
depressive and anxiety disorders. This is acceptable for two 
reasons. The first is that the distinction between depressive 
and anxiety states in the community setting is unclear 
(Goldberg & Huxley, 1980). Secondly, as Webb (1984) 
argues, the use of psychological and psychosomatic 
symptoms as an index of the degree of impairment in a 
tested group has a better validity in measur-ng the overall 
psychiatric health of a population than institution-based 
data, where there is a need to make the above ziscrimmations 
for therapeutic purposes. 

The present figure of 36% is one of the highest ever 
reported, exceeded only by a few studies in developed 
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countries (see Table 1) and two others carried out in Brazil 
(Busnello et al, 1983; Mari, 1986). This finding is even more 
striking if one considers that almost all other prevalence 
figures were collected in clinical settings, which have a 
selection bias towards overestimatlon: consistent with this 
are the clinically-based findings of Busnello (55.4%) and 
Mari (50%). However, the present finding stands very much 
in line with the results of another household-based study 
carried out in Southern Brazil. Victora et al (1988) showed 
that the prevalence of mental disorder among mothers living 
on family ittcomes at or below the minimum salary was also 
36%. 

The figures presented in Table | are aggregates for an 
adult population, and in many of the studies reviewed above 
there was a consistently higher prevalence among females 
(Mazer, 1969; Giel & VanLuijk, 1969; Goldberg ef al, 1976; 
Tarnopolsky eft al, 1977; Alam, 1978; Finlay-Jones & 
Murphy, 1979; Binitie, 1981; D’Arcy, 1982; Von Zerssen 
& Meyerer, 1982; Dhadphale ef al, 1983; Vazquez-Barquero 
et al, 1986; Mari, 1986). This may partly explain the contrast 
between the present figure and others in the literature. 
Nevertheless, the finding is conspicuous and a matter for 
concern. 


Factors associated with mental disorder 


The factors associated with maternal mental disorder are 
shown in Table 3. The lower the household income, the 
worse the physical housing conditions and the less educated 
the mother, the higher was the chance of mental disturbance. 
Marital status showed a borderline association with mental 
disorder because of the relatively small number of partnerless 
mothers: the direction of the association, however, agrees 
with theory, showing an excess of mothers with mental 
disorder in the partnerless group. Parity and teenage 
(adolescent) motherhood were not associated with mental 
disorder. 

Length of residence in Rocinha - migration status — did not 
show an overall statistically significant association. However, 
an interesting pattern was uncovered when each migration 
group was considered separately, and the occurrence of 
mental disorder examined in terms of income status (those 
in the bottom 25% overall compared with those in the top 
75%) (Fig. 1). Whereas for recently arrived mothers the 
prevalence of mental illness was quite similar in these two 
income groups (x7 «0.61, P~0.50), mental disorder tended 
to increase with length of residence in the squatter settlement 
for mothers in the low-income group, and tended to 
decrease for those who were better off. For long-term 
migrants. there were nearly twice as many cases of mental 
disorder among mothers with income in the bottom 25% 
than among those with income in the top 75% (32 — 5.982, 
P~ 0.02). This suggests that the migration issue - the fact 
that the mother was not born in the squatter settlement — 
becomes increasingly important as time elapses and there 
is a move towards lower socio-economic status. However, 
mothers who are born locally seem to have some protection, 
even if their incomes are low. The pattern of mental 
disorder among migrants in the upper income group is 
indistinguishable from that of locally-born mothers of the 
same income status. 
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Table 3 
Factors associated wrth maternal mental disorder 





Vanable 
Income per capita 
Lowest 2596 112 
Middle 50% 225 
Highest 2596 123 
480 
Environmental conditions" 
Bad (score 0-8) 87 
Moderate (score 9-13] 233 
Good (score 14-17) 138 
458 
Mother's education? 
Unschooled 263 
Schooled 196 
458 
Mother's age 
Teenager (« 20 years) 31 
Non-teenager (20+ years) 428 
469 
Manta! status 
Partnerless 72 
Living with partner 376 
448 
Party 
>3 children 172 
2-3 children 138 
1 child 148 
483 
Mother's length of residence in Rocinha 
& 3 years (recent migrant) 108 
4-9 years (Intermediate migrant) 137 
2 10 years (long-term migrant) 117 
Locally born .96 
489 


Number of subjects Subjects with mental disorder: 96 


Relative nsk P-value of association 


47.3 1.6 

33.8 14 0.016 
30.3 1.0 

483 14 

33.1 0.96 0.037 
16.0 1.0 

40.7 1.3 

30.7 1.0 0.029 
35.5 0.97 

36.4 1.0 i 
46.8 14 

34.0 10 0:038 
41.3 14 

36.0 12 0.130 
30.3 14 

37.6 12 

40.1 13 0.292 
36.0 11 

31.2 1.0 


1. The overall environmental condition of a household was denved through a scoring system from the following: crowding, housing material, 
floor material, availability of electricity, type of waste-disposal facilrty inside the household, type of waste-disposal facility outside the 


household, water source and garbage-disposal facilities 


2. Mothers were defined as unschooled if they were illiterate or tf they had not finished primary school (first four years) 


Discussion 


Depression, anxiety and other mental disorders are 
regarded as multifactorial events which need a 
confluence of several adverse circumstances at the 
individual and social level (Brown, 1979; Freeman, 
1984). This pattern seems to be the case in the context 
of a squatter settlement. Whether there is social 
selection - natural competition distributing people 
with mental disorder in lower socio-economic classes - 
or social causation - stressful conditions found in 
low-income settings leading to high psychiatric 
morbidity ~ is a matter not yet resolved (Mechanic, 


1978). Liem & Liem (1978) suggest that these 
processes are not necessarily mutually exclusive. 
Further studies are needed to elucidate this. 

The number of mothers having suicidal thoughts 
suggests an acute social and domestic state of crisis. 
The mental health of mothers in the lowest socio- 
economic group — especially those migrant mothers 
living for more than ten years in the squatter 
settlement - is particularly critical; the prevalence of 
mental disorder in this group reaches 50%. Taking 
into account only the case of Rocinha - where the 
population with income in the lowest 25% represents 
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at least 15 000 people - the magnitude of the problem 
is noteworthy. In addition to her own mental ill- 
health, a mother may also have to bear the burden 
of mental illness in other members of -he family, as 
reported by Giel ef al (1983), who studied 259 
families in four developing countries (Colombia, 
India, Sudan and the Philippines). They found that 
the social burden of mental illness on the family was 
greatest in the urban areas. Mothers are certainly 
good at recognising common psychological and 
behavioural symptoms in children (Gisl ef al, 1981), 
and so a mother is the most likely member of a family 
to bear this burden. More research is 3eeded on this 
Issue, particularly with respect to the cost of such 
burdens. 

In view of the present findings, carroborated by 
the mounting evidence relating mcthers’ mental 
disorders to children's health problems. one concludes 
that mental health must be brought into the domain 
of primary health care, with particular emphasis on 
mother and child health. Training curricula for 
health professionals need to include such issues 
(Ebrahim, 1987), and health services need to be 
developed to respond to this new demand, especially 
in groups at very high risk. Mari ef al 11987) advocate 
the use of screening questionnaires of the type 
employed in the present study for icentifying cases 
in the primary-care setting. While it is premature to 
recommend the use of community health workers, 
social workers or traditional healers as direct 
deliverers of psychiatric care, there Is still scope for 
considering a community-based strategy, with social 
workers, for instance, as mediators between the 
household level and locally based referral health 
services. If such a strategy is to be successful, a 
departure from compartmentalised health care is of 
paramount importance. In the context of urban 
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squatter settlements, Harpham ef a/ (1988) emphasise 
the role of multi-sectoral and multi-intervention 
activities to achieve good results. Reviewing many 
case studies of projects carried out in squatter 
settlements, the authors conclude that the most 
successful are those where communities take a much 
broader social and political interpretation of health. 
If mental health is to be improved, this is the 
appropriate strategy. 
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Dhat Syndrome- A Useful Diagnostic Entity in Indian Culture 


M. S. BHATIA and S. C. MALIK 


In a prospective study of 144 consecutive male patlents wrth psychosexual disorders, 
comprising 93 with Dhat syndrome with or without impotence or premature ejaculation, 21 
with premature ejaculation, and 30 suffering only impotence, the commonest assoclated 
psychiatric illness was neurotic depression (3996) followed by anxiety neurosis (2196), while 
3196 did not receive a psychiatric diagnosis. The common presenting symptoms of Dhat 
syndrome were weakness (7196), fatigue (6996), palpitations (69%), and sleeplessness (62%). 
After random allocation into groups, four types of treatment were given: an anti-anxiety drug, 
an antidepressant, a placebo, or counselling. The best response was seen with the anti-anxiety 
and antidepressant drugs. Twenty-one patients dropped out of treatment, 15 of whom were 


from the counselling group. 


The last two decades have witnessed an increased 
interest in the cross-cultural study of psychiatric 
disorders. The interest has manifested itself across 
a variety of academic and professional disciplines 
and has resulted in the development of many 
specialties, focusing on culture and psychopathology, 
ethnopsychiatry, transcultural psychiatry, cross- 
cultural psychiatry, cultural psychiatry, psychiatric 
sociology, the ‘new’ transcultural psychiatry, etc. 
(Marsella, 1988). The task of transcultural psychiatry 
is to delineate the cultural factors in the occurrence, 
symptom patterns, recognition, course and outcome 
of psychiatric disorder (Lipsedge & Littlewood, 1979). 

The term 'culture-bound syndrome’ refers to 
psychopathological entities that are not mere variants 
of well recognised psychiatric disorders, have a 
geographically defined prevalence, and are largely 
determined, at least in their symptoms, by the beliefs 
and assumptions prevalent in the native culture (Yap, 
1965). To term local patterns of behaviour that do 
not fit into the Western psychiatric classification 
*culture-bound syndromes’, has been criticised as 
redundant, because all reactions are to an extent 
culturally determined (Simons & Hughes, 1985). To 
clarify the issues, Kleinman & Good (1985) suggested 
employing a distinction already used by sociologists, 
that between disease - biological or psychological 
malfunction - and illness - the personal, interpersonal, 
and cultural reaction to disease. 

Sociocultural factors profoundly influence and 
determine every aspect of psychiatric disorder 
(Kleinman & Good, 1985). The clinical picture may 
be modified to such an extent that appropriate 
nosological consideration is necessary (Tseng & 
McDermott, 1981). 

Dhat syndrome is a true culture-bound sex 
neurosis quite common in the natives of the Indian 


subcontinent (Wig, 1960, 1984; Neki, 1973; Sethi, 
1978; Singh, 1985; Tiwari et al, 1986; Gandhi & 
Mahatme, 1989). The word ‘Dhat’ derives from the 
Sanskrit word ‘Dhatu’, which according to the 
Susruta Samhita (an ancient treatise on Indian 
medicine), means the elixir that constitutes the body. 
It is suggested in the Susruta Samhita and in 
Ayurveda (the Indian system of medicine) that 
disturbances in the ‘DAatus’ result in an increased 
susceptibility to physical and mental disease. Of the 
seven types of ‘Dhatus’ described, semen is considered 
to be the most important. 

The disorders of ‘Dhatus’ have been elucidated in 
the Charak Samhita (another ancient treatise on 
Indian medicine). It describes a disorder resembling 
Dhat syndrome by the name ‘Shukrameha’ , in which 
there is passage of semen in the urine. According to 
Shiva Samhita (an epic in Hindu mythology), '"The 
falling of seed [sperm] leads towards death, the 
keeping of one’s seed is life. Hence with all his power 
should a man hold his seed” (Volin & Phalan, 1967). 

Although purists still use the term ‘Dhatu’ to 
connote ‘paddarth’ or a basic material or metal, the 
wider and colloquial use is synonymous with semen. 
In India, semen is also known by the name ‘Virya’, 
derived from a Sanskrit word meaning bravery, 
valour, strength, power, or that which generates 
power and greatness. ‘Shukra’ is a term which more 
specifically refers to the sperm content of seminal 
fluid and is derived from the Sanskrit word ‘Shuch’, 
which literally means the ‘essence’, or fire or shine 
or glow. 

Akhtar (1988) refers to the religious scriptures of 
the Hindus, according to which 40 meals produce 
one drop of blood, 40 drops of blood give rise to one 
drop of bone marrow, and 40 drops of marrow form 
one drop of semen. This gives rise to the belief that 
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the loss of semen from the body in any manner - 
masturbation, spermatorrhoea, nocturnal emission, 
pre-marital or extramarital sexual relations — is 
harmful, while its preservation guarantees health and 
longevity (Koestler, 1961). Mahatme Gandhi’s 
advocation of rigid sexual abstinence during academic 
pursuits was based on essentially the same principle 
(Gandhi, 1957). . 

Thus the belief in the precious and life-preserving 
properties of semen is deeply ingrained ir Indian cul- 
ture. Practitioners of traditional systems of medicine 
reinforce this belief, to their own profit, and the belief 


may be perpetuated by the friends or relatives who _ 


had suffered from the syndrome (Kar & Verma, 1978). 

According to a survey in northern India (Singh, 
1985), 48% of rural and 23% of college samples 
viewed masturbation or excessive sex zs positively 
harmful and believed that it could lead to mental ill- 
ness. In the same study, 21% of the rural sample and 
45% of the college sample agreed that it caused physical 
debility but were not sure whether it could cause 
mental iliness. 

Dhat syndrome, a term first used by Wig in 1960, 
is a commonly recognised clinical entity in Indian 
culture. It consists of vague somatic symptoms 
(fatigue, weakness, anxiety, loss of appetite, guilt, 
etc.), and at times sexual dysfunction (impotence or 
premature ejaculation), which the patient attributes 
to the passing of semen (Dhar) in urine as a direct 
consequence of his excessive indulgence in mastur- 
bation or sexual intercourse. A whitish discharge in 
the urine is described by the patient, although there 
is no objective evidence of such a discharge. Sometimes 
an overvalued idea that the semen has become foul- 
smelling and less viscous may be present (Akhtar, 
1988). The syndrome is also widespreed in Nepal, 
Sri Lanka, Bangladesh and Pakistan (Wig, 1984). 

The patient perceives the slightest turbidity in urine 
with great perturbation. He is typically more likely 
to be married or recently married, of average or low 
socio-economic status (perhaps a student, labourer 
or farmer by occupation), comes from a rural area, 


and belongs to a family with conservative attitudes' 


towards sex (Behere & Natraj, 1984; Singh, 1985; 
Akhtar, 1988). Factors such as literacy and religion 
are unimportant (Singh, 1985). 

This syndroine has not been studied in detail. We 
conducted a study to identify the various sociodemo- 
graphic features and clinical findings of Dhat syn- 
drome, and to compare different treatment approaches. 


Method 


We studied 144 consecutive male patients with sexual 
problems, attending the Psychiatric Outpatient Department 
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of Lady Hardinge Medical College, New Delhi, from 
December 1985 to November 1988. For the purposes of 
classification, the following terms were used: 


(a) Dhat syndrome: primary complaints of loss of semen 
through nocturnal emissions, masturbation or sexual 
intercourse, possibly accompanied by various 
physical and mental symptoms; a complaint of 
passing whitish discharge before or during micturition 
was also included 

(b) impotence: a persistent inability to obtain an erection 
sufficient to allow orgasm and ejaculation to be 
satisfactorily concluded during heterosexual coitus 
(Hastings, 1963) 

(c) premature ejaculation: orgasm and ejaculation 
persistently occur before or immediately after 
penetration of female introitus during heterosexual 
coitus (Schapira, 1943). 


The patients with a presenting complaint of passage of 
Dhat in urine were thoroughly investigated (physical 
examination, routine blood, urine and stool examination, 
urine culture, semen analysis, blood sugar, venereal disease 
tests, chest X-ray, examination of abdomen and lumbo- 
sacral spine, etc.) whenever required. 

The psychological assessment included recording the 
detailed history (sexual and psychiatric) and mental state 
examination. Those with a history of physical illness, 
psychiatric disorder, or drug abuse were excluded from the 
study. 

The Hamilton Rating Scale for Depression (HRSD; 
Hamilton, 1967) was used to measure depression. It has 
21 items and a total score of more than seven was taken as 
indicating depression. Associated psychiatric disorders were 
diagnosed according to ICD-9 (Word Health Organization, 
1978). 

All 144 cases were randomly divided into four groups 
for treatment: group A received an anti-anxiety drug 
(lorazepam, 2-6 mg/day), group B was given an anti- 
depressant drug (imipramine, 75-150 mg/day), group C was 
given placebo (vitamin B-complex tablets twice a day); while 
group D received counselling (firm verbal assurance and 
sex education, informing the patient of the harmlessness 
of the ‘Dhar and the psychological basis of the sexual 
dysfunction and other symptoms). The patients were 
followed up weekly for.four weeks and the improvement 
in symptoms (as reported by the patients) was compared 
after four weeks. 


‘Results 


The patients were aged 20-38 years (mean (s.d.) 23.5 (3.3)). 
Age at onset of the psychosexual disorders was 16-24 years 
(mean (s.d.) 20.6 (4.5)). Seventy-eight were unmarried, the 
other 66 were married. Nine patients were illiterate, 21 
had been educated up to the age of 10, 57 to the age of 
15, and 45 had received some tertiary education, with 
an additional 12 achieving some post-graduate or pro- 
fessional qualification. 

Of the 144 patients, 93 complained of Dhat as a major 
symptom. The type of sexual dysfunction and scores on 
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: Table 1. . x 
Type of exdal dysfunction and scores on the HRSD. 
Sexual dysfunctión == «7 '»7 Total no. (%) 
g Š of cases 
impotence < 15 (60.0). 16.(60.0). 30 (20.8) 
Premature ejaculation 15 (71.4) _ 8 (28.6) 21 .(14.6) 
Dhat syndrome alone, 21 (356.0) 39 (85.0) ,60 141.7) 
Dhat syndrome with’ CMM . 
i impotence - ' ' . 6(650.0 | 6 (60.0) 12 (8.3) 
Dhat syndrome and CL 
"premature'ejaculation 12 (57.1) 9 (42.9) 21 (14.6) 
Total 68(47.9) 75 e .144 (199.0) 


the HRSD are shown in Table 1. Although the HRSD was 
used to divide the sàmple with a cut-off score of 7, the 75 
patients scoring over 7 actually had scores ranging from 
10 to 18 (mean (s.d.) of 14.2. (4.1)). 

Ninety-nine patients (69%) met ICD-9 criteria for a 
psychiatric diagnosis. Neurotic depression was found to be 
the commonest (39.599), followed by anxiety neurosis 
(20.8%), major depressive psychosis (6. 3%), and phobia 
(2.1%). The common symptoms seen in patients with Dhat 
syndrome ‘were: weakness (70.8%), fatigue (68.7%), 
palpitations (68.7%), sleeplessness (62.499), loss of interest 
(62.4%), sad mood (58.3%), loss of concentration (56.3%), 
headache (54.1%), worthlessness (54.1%), pain in epi- 
gastrium (51.0%), giddiness. (45:8%), ‘loss of appetite 
(45.8%), forgetfulness (45.8%), frequency of micturition 
(37.5%), constipation (35.4%), guilt feeling (35.4%), and 
suicidal ideation (18.6%). — , ~ 

Of the 93 patients with Dhat syndrome, 36 (38.7%) 
believed Dhat to be semen, 18 (19.3%) to be pus, 12 (12.999) 
to be sugar, 12 (12.9%) to be concentrated urine, while 15 
(16. 1%) were not sure of its composition. When asked Whiat 


Table 2 - 
Attitudes of. octal towards Dhat syndrome (n = =93) 


Attitude à , 


e 


: ne No. (36) of, cases 
Towards Fanum boli the ymmo, 





can cause: esu Oe at 
physical weakness 21(22.5) ^ 
mental weakness ^ a >» +» 12 (12.9) 
» physical and mental weakness - ^s 30.(32.2) 
, death at an early age aS oy ,9 (6.5) 
deformed foetus ` 8 (6.5) ' 
production of more’ female children 6 (6.5) 
no ilness 12 (12.9) 
Towards enne beheving the Pone 
orbs ta 5 42 (66.1). 
B-complex tablets . : 18 (19.3) 
B-complex injections 21.(22.8) 
antibiotics 9: (9.7) 
antranxlety drugs ‘9 (9.7) 
saphrodimacs “` 6 (6.5) 
protain and iron-rich diet 15 (18.1) 
no medication d 6 (6.5) °° 
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, g Table 3 

Treatment response in different groups after four weeks 

Response Group A ` Group B  GrupC Group D 
go ser (placebo) (counselling) 

(i 36) (n= 30] in: 36) 

n= zeA . . 

Improved 211(58.3 18(60.0) 12(344)] 6 (16.7) 

Same 15 (41.7) | 15(41.7 21 (58.3) 12 (34.4) 

Deterlorated - - - 3 (8.3) 

Dropped out ' - ' 3 (83) 3 (8.3 15 (40.6) 


the cause of Dhat syndrome was, 42 patients (45.1%) 
thought it to be masturbation or excessive sex, 15 (19.3%) 
venereal disease, 12 (16.1%) urinary infection, 9 (9.7%) 
overeating, 6 (6.5%) constipation or worm infestation, 6 
(6.5%) disturbed sleep, while 3 (3.2%) believed it to be 
genetically determined. Among the attitudes towards Dhat 
syndrome, the most prevalent was the belief that it caused 
physical as'well as mental weakness (32.2%) while 21 


patients (22.5%) thought it caused physical illness only 


(Table 2). Forty-two patients believed that the Dhat 
syndrome required tonics for treatment while 39 demanded 
vitamin B-complex tablets or injections for treatment. Only 
six thought that it required no medication but the proper 
investigations (Table 2). 

The patients who had received lorazepam (group A) and 
imipramine (group B) reported significant improvement in 
the presenting symptoms after four weeks, while the 
minimum improvement (16.7%) was reported by group D 
(receiving counselling only). Of the 21 patients who dropped 
out of treatment, 15 were from group D (Table 3). 


qo Discussion 


The present. study revealed that those with Dhat 
syndrome were young adults and the onset of 
symptoms in most of the cases was in early adulthood 


(mean 20.6 years). Singh (1985) reported a mean age 


of -onset of 21.8 years. In our study, 54.2% of 
patients were unmarried; Nakra et al (1977) found 


‘half of their patients with Dhat syndrome to be 


unmarried. The preponderance of unmarried patients 
could be because they had first become worried 
about the success of their future sexual life and thus 
presented to the psychiatric clinic with sexual and 
other symptoms. As found by Singh (1985) and Nakra 
et al (1977), most of the cases in the present study 
were literate. f 

A total of 93 cases (64.6%) came with the primary 
complaint of Dhat syndrome and of these 22.9% also 
complained of impotence or premature ejaculation. 
In Singh’s (1985) series of patients with psychosexual 
disorders, 62% came with the complaint of Dhat 
syndrome. This is in contrast to Western studies, 


which .reported that more than 50% of all men 


treated for:sexual.disorders had impotence as the 
chief complaint and over 90% of them had 
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psychological impotence (Bennith & Havard, 1982; 
Sadock, 1985). Premature ejaculation had been 
reported as the chief complaint in 40% of men 
treated for sexual disorders. This had been more 
common among college-educated than among less 
educated men, and was thought to be related to their 
concern for partner satisfaction (Slagg et al, 1983; 
Sadock, 1985). . 

Of our 144 patients, 75 (52%) had scored over 7 
on the HRSD. This is comparable with the 50% 
depressed cases of Dhat syndrome in a study by 
Singh (1985). Though the HRSD has been used 
successfully to measure depression in Indian depressives 
(Teja et al, 1971; Singh, 1981), the validity of many 
rating scales, especially self-rating scales and inter- 
view schedules, has been questioned, ard they need 
careful use in cross-cultural comparisons (Kleinman, 
1987; Leff, 1988; Westermeyer, 1988; Nayani, 1989). 

Among psychiatric disorders, depression was 
found to be the commonest illness (39.5% with 
neurotic depression, 6.3% with psychotic depression) 
followed by anxiety neurosis (20.8%). This finding 
is also similar to those in other Indian studies (Nakra 
et al, 1977; Singh, 1985). The 60 patients who 
received a diagnosis of pure Dhat syndrome did not 
differ from the rest in any significant wey except for 
absence of depression, anxiety or hypochondriacal 
symptoms. Whether these cases require & nosological 
niche of their own is an important point which needs 
further investigation. 

The so-called ‘culture bound’ syndrames involve 
symptoms and signs which are observed by psychiatrists 
in all countries: worry, irritability, insomnia, fear, 
emotional lability, appetite change, weakness, pain, 
social withdrawal, inability to meet social obligations, 
volubility, etc. (Simons & Hughes, 1935). Among 
the presenting symptoms of Dhat syndrome, weak- 
ness (70.8%), fatigue (68.7%), palpitations (68.7%), 
and sleeplessness (62.4%) were frequent. Singh 
(1985) similarly reported somatic symptoms (fatigue, 
weakness, etc.) in 73.8%, headache in 68.0%, de- 
pressed mood in 62.5%, anxiety in 51.6%, and loss 
of appetite in 43.8% as the common presenting 
complaints of Dhat syndrome. 

The knowledge and attitudes of patients towards 
Dhat syndrome have not yet been studied. In this 
study, 36 thought Dhat to be semen, while 18 thought 
it to be pus, 12 to be sugar, 12 to be concentrated 
urine, while 15 did not report any definite belief. 
Scientifically, Dhat has been reported as the whitish 
discharge which passes along or before the passage 
of urine. This is usually related to the presence of 
oxalate or phosphate crystals which are present in 
a high concentration in the alkaline urine of the 
average Indian consuming a vegetarian diet (Volin 
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& Phalan, 1967; Singh, 1985). Turbidity in urine may 
also be due to prostatic fluid and urethral gland 
secretions trickling down the urethra while de- 
faecating; the habit of squatting while defaecating 
may contribute, because the white sticky substance 
can then easily be seen (Kothari, 1987). 

About 45% of patients believed masturbation or 
excessive sex was the major cause of Dhat syndrome, 
while 66.7% believed that Dhat syndrome might lead 
to physical or mental weakness. Almost all those with 
Dhat syndrome believed that it required some 
medication. 

When the treatment response was compared in 
four different groups, those receiving anti-anxiety 
or antidepressant drugs showed significant improve- 
ment after four weeks of therapy. The improvement 
was least in the counselling group. Of 93 patients 
with Dhat syndrome in therapy, 21 (22.6%) dropped 
out. This is in contrast to a study by Singh (1985), 
which reported drop-out rate of 64%. The highest 
drop-out rate (40.6%) in this study was seen in the 
counselling group, indicating that these patients were 
not satisfied with the explanation that Dhat or 
seminal loss was not harmful and their symptoms 
were due to excessive worrying about this. This study 
also reflects the strong wish of the patients for 
some medication (93.5% of patients wanted some 
medication). After telling a patient that he is not 
suffering from any illness, we expect him to take 
treatment. This is the cause of failure of our 
treatment compared with the success of ‘sex clinics’ 
which perpetuate traditional belief that these patients 
are suffering from a severe illness which requires 
drugs. They prescribe drugs, thus fulfilling the wish 
of the patient for some medication. The drop-out 
rate is low and most of the patients remit spon- 
taneously (Behere & Natraj, 1984). However, the 
presence of depression in a majority of these 
cases calls for careful evaluation and appropriate 
treatment. 

This study supports the diagnostic status of Dhat 
syndrome in Indian culture. Its prevalence and 
phenomenology should be explored not only in other 
cultures but also among Indian emigrants. 
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Point of View 


Against Pathology 
The New Psychiatry and Its Critics 


ROLAND LITTLEWOOD 


The notion of ‘pathology’ presumes an experiential and socially embedded frame of reference 
which is at variance with some recent attempts to understand the procedures and subject 
matter. of psychiatry. Psychiatric theories remaln bound by individual and historical 
contingencles whose compelling urgency obfuscates the Inter-relatonship of phenomenon, 
social context, response, and explanatory model. 


**We predicate of the thing what lies in the method of 

representation. Impressed by the possibility of a 

comparison, we think we are perceiving a state of affairs 

of the highest generality.” (Wittgenstein, 1958: 105) 
The new approach to psychiatric knowledge which has 
developed under the influence of social anthropology 
over the last decade has produced a critique of 
existing comparative psychiatry, but it has also been 
concerned with the status of psychiatric theory and 
practice in all contexts. Thus, some have preferred 
simply the term ‘the new psychiatry’ rather than ‘the 
new cross-cultural psychiatry’ (Littlewood, 1990a). 
While its workers have adopted a variety of 
perspectives, from the Marxist to the post-modern, 
one particular-idea which appears to have occasioned 
some difficulty for psychiatrists is the suggestion that 
our very notion of ‘pathology’ might be usefully 
abandoned (note 1). 

For some, it seems that this is simply a return to 
the ‘anti-psychiatry’ of the Counterculture in the 
1960s and 1970s (Leff, 1990a,b). Certainly we can 
trace some analogies - indeed influences - but in 
many respects the current argument is quite different. 
The new approach is less a return to what may be 
termed the ‘humanistic tradition’ within psychiatry — 
the conviction that psychiatric diagnoses in- 
appropriately match our lived experience unless they 
become self-fulfilling through social power ~— than a 
concern with how this type of humanism, or any other 
position, is associated with our research procedures and 
our social context. As a ‘meta-psychiatry’ — an investi- 
gation into how psychiatry is itself constructed - it does 
not make any necessary assumptions about correct 
therapeutic procedures in themselves. The clinical 
positions adopted take a variety of forms, from the 
expressly political to the psychodynamic (Littlewood, 
1980; Chrisman & Maretzki, 1982; Taussig, 1987; 
Kleinman, 1988). 

The problem is not just that the ambitious 
extension of psychiatric categories outside their 


original context may be inappropriate, ethnocentric, 
or worse, but that this inapplicability brings into 
focus some problems with the epistemological status 
of these categories themselves: in particular their 
Collection together under some such unifying rubric 
as ‘psychopathology’. For the Counterculture critics 
of psychiatry, psychopathology was simply an 
application of the biomedical project outside its 
proper frame of reference - biological disease (Cooper, 
1967; Ingelby, 1981). A similar position is that of 
the psychoanalyst Szasz (1961) or the sociologist 
Goffman (1971), who both equate psychiatric illness 
with brain disease alone, or the essayist Sontag 
(1979), who argues similarly for the ‘reality’ of 
physical disease in a world to be truly understood 
through biology as against its extension as a 
rhetorical trope, or those who have examined how 
the idiom of ‘pathology’ has been used to characterise 
social dissent or ethnicity (Podrabinek, 1980; Deleuze 
& Guattari, 1984; Gilman, 1985; Miller & Rose, 1986; 
Müller-Hill, 1988). As it is a social practice, the 


debates on what properly constitutes the subject 


matter of psychiatry have been bound up with the 
question of its social power and legitimacy as an insti- 
tution. Not surprisingly, solutions to the question 
“what is mental illness?’’, perhaps the defining 
question of psychiatry, have for 30 years simply been 
subsumed under an ‘anti-psychiatric’ or a 'pro- 
psychiatric' position, Sedgwick (1982) perhaps excepted. 
What the ‘new psychiatry’ proposes is something 
arguably more radical: whether the idiom of pathology 
and disease in any system of understanding - 
psychological, sociological or even biological - always 
enables us to understand the phenomena in question; 
not just ‘pathology as lesion’ but any restricted, if 
heuristic, focus on ‘problem’ or ‘malfunction’, 
developmental, physiological or functional (note 2). 
In claiming to be a biomedical discipline, psychiatry 
has been vulnerable because its area of interest 
encompasses not only the experiential and 
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behavioural correlates of abnormal cerebral processes, 
but also patterns of individual response which may 
be understood more immediately in terms of gender 
or political antagonisms, points of development in 
the individual life history or family cycle, or even 
social crises (Littlewood, 19902). We seldom find 
central or 'general' theories in psychiatry, for it is 
even more obviously a social practice than the 
supposedly ‘pure’ scientific disciplines. Attempts to 
produce a unifying schema have either had to jettison 
much of the traditional area of interest and develop 
others (as has psychoanalysis) or else have been so 
unwieldy as to constitute a procedure rather than 
anything one can call a theory (as does Meyer's 
psychobiological approach). 

While psychiatry has drawn, at different times, on 
virtually every available discipline from ethology to 
biophysics, from existential philosophy to narratology, 
its most consistent frame of reference has been that 
of medicine. The biomedical paradigm presumes that 
we can, independently of our favoured explanations, 
start from conventional distinctions between aetiology, 
pathology (whether qualitative entity or quantitative 
process), and treatment. Indeed it seems difficult to 
envisage a system of medical practice which does not. 

It was the ‘old transcultural psychiatry’ which 
suggested there could be some problems here (note 
3). Certain local categories of illness which were 
fitted into the psychiatric nosology turned out to be 
mythical tales, statements of collective ideologies, not 
everyday experiences. Others seemed on closer 
examination to be moral values, or even patterns of 
relationships between colonial psychiatrists and 
subject peoples. In the case of what psychiatry 
pathologised as ‘possession states’ in non-industrialised 
societies, it became difficult to distinguish adventitious 
social events from individual experience and from 
the collective response. Are individuals who become 
possessed demonstrating an illness, are they enacting 
a social drama on behalf of the community, or is 
the possession to be understood as a healing process 
(Littlewood & Lipsedge, 1987)? Is possession a 
symptom or a treatment? Or both? A process or an 
event? What were understood by Europeans as calen- 
drical ‘rituals’ ~ socially standardised and collective 
practices - among the colonised peoples disappeared 
under the impact of imperialism and industrialisation: 
in many cases there was a concomitant appearance 
of more individualised patterns, closer to something 
doctors could interpret as ‘neurosis’, but which 
demonstrated similar themes to the earlier rituals 
(Littlewood, 19905). Were the collective ceremonies 
now to be understood as social support whose 
absence precipitated illness? If so, what was the 
aetiology of the illness? Or was there a more 
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intimate relationship between the two? Was colon- 
isation pathogenic? Or did it reframe the whole social 
field so that the very idiom of conflict became one of 
pathology (Swartz, 1989)? Could one answer such 
questions by using a framework similar to that of 
natural science? What types of analysis could examine 
how such social forms are manifest in the individual? 

A related, but contrary, problem occurs in the re- 
invention of ‘ritual healing’ within the women’s 
movement, where psychopathologies identified with 
women (pre-menstrual tension, eating disorders, 
agoraphobia, overdoses) are reframed from individual 
pathologies into active attempts at political or 
spiritual revitalisation and resistance (Teish, 1985; 
Adler, 1986). A similar process has occurred among 
once colonised peoples (Sidel, 1973; Jilek, 1982; 
Shook, 1985). What is happening when existing 
patterns of psychopathology characteristic of in- 
dividual relations within a community become 
emblematic of the totality of relations between 
communities (Ngui, 1969)? 

A wide range of subdominant communities have 
higher rates of psychiatric illness than the dominant 
groups (Rip, 1973; Scheper-Hughes, 1979; Jilek, 
1982; Adebimpe, 1984; Swartz, 1989; Sachdev, 1990). 
Can we still employ an individual focus and simply 
say that they have ‘more stress’ or ‘less support’, 
given that dominant Western groups have pathologised 
(and thus individualised) the very context within 
which what might otherwise be resistance is expressed 
(Deleuze & Guattari, 1984)? Are pathology and the 
perception of ethnicity (or gender) really independent 
constructs which can be correlated, or does the very 
notion of pathology become internalised as part of 
personal self-hood (Scheper-Hughes, 1979; Fisher, 
1985; Littlewood & Lipsedge, 1987; Littlewood, 
1987), so that psychopathology and collective 
response are themselves part of the same process 
(Fanon, 1965)? If so, can a non-dialectical and statis- 
tical approach that ignores volition disentangle 
them? 

Social scientists themselves have used an idiom of 
‘social pathology’ to collect together undesirable 
patterns of activity among marginal or oppressed 
groups (Wootton, 1959; Rip, 1973). While the ‘‘truly 
pathological [is] defined to include all those actions 
on the prevention of which public money is spent” 
(Wootton, 1959, p. 14), this perspective more usually 
employs a functionalist model of society in which 
‘it? becomes a homeostatic organism by analogy with 
the physiological body, a perspective which of course 
places a primacy on the notion of society as a 
harmonious whole, ignoring questions of social 
change, oppression, unequal power, and conflict. 
Like the physical body, the body politic is subject to 
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imbalances, malfunctions and invasions (Foucault, 
1973). In the extreme case, society becomes prey to 
cancer, invasion and decay (Sontag, 1979). 

My argument up to this point is unexceptional (e.g. 
Wing, 1978); it would simply seem to argue for a 
more restricted definition of ‘pathology’. away from 
the problematic social arena to situations where we 
find relatively invariate biological abnormalities, 
perhaps to what our translation of Kurt Schneider 
(1959) terms *coarse brain disease' or at least to 
“constituent characteristics [that] can be defined 
without recourse to social phenomena” (Wing, 1978, 
p.22). The problem is perhaps merely one of 
powerful metaphors extended too fa-. That the 
experience of physical suffering is so ubiquitous, 
so overwhelming and painful, so demanding of 
resolution, makes it an apt vehicle for a variety 
of ‘ills’ experienced as dangerous. The biological 
assumptions through which psychiatry employs the 
idiom of pathology have a powerful natural 
(‘objective’) status and can serve to legitimate or 
initiate a variety of social control procedures, 
reinforced by the coercive power which treatment 
demands; for once we recognise a disease, our 
everyday understanding of sickness is that it 
presumes the imperative for treatment. 

What ‘the new psychiatry’ argues is that such an 
extended (weak) notion of disease is no more - or less - 
unreasonable than our restricted (strong) use, of it 
in biological medicine. Both are ‘figurative’, both are 
‘real’. They are grounded alike in our assumptions 
as embodied social beings. Since the 17th century, 
Western thought has employed a distinction between 
a human world of agency and a natural world of 
causal necessity. ‘Pathology’ in the strong (bio- 
logical) sense is to be located as a pattern existing 
in the natural world as ‘disease’, independent of 
our knowledge of it. It is ‘real’. It is ‘there’. It is 
experientially manifest to us through ‘illness’, 
depending on our bodily states, values, expectations, 
and the possibility of action, but it appears directly 
observable through the procedures of natural science. 

Psychiatry remains marginal within medicine 
precisely because it fails to achieve this in the same 
way as the other medical specialties. This is not 
through historical bad luck, but because psychiatry 
is constituted by this inability; it is a residual area 
of clinical practice in which success leads to the rapid 
transfer of the particular disease entity into the body 
of knowledge of another specialty, as happened with 
general paralysis of the insane and thyrotoxicosis. 
Psychiatry is a residual discipline, dealing, it is true, 
with the behavioural and experiential correlates of 
our disease, but it is also marked by an absence - 
the absence of a neat one-to-one co:respondence 
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between illness and disease (and thus between 
patient's and doctor's explanatory models). The 
attempt to reaffirm such a one-to-one model within 
psychiatry itself seems to make some sense through 
employing the form/content distinction (Littlewood, 
1990a) but becomes unhelpful.in the margins 
of psychotic or non-psychotic patterns (Kleinman, 
1987) where a multiplicity of factors confound any 
neat one-to-one causal linear relationship. The 
categories of psychosis remain polythetic, each sharing 
many of its characteristics with the others (Kendell, 
1975). ‘Pathology’ is a measure of difference: both 
between the normal and the abnormal, and between 
pathologies themselves. While this difference, or 
singularity, is the defining feature, it by no means 
follows that defining features have a determining role 
in the sequence of preceding events, as we tend to 
assume when weighing the significance of Schneider's 
first-rank symptoms against depression in a case of 
Schizophrenia (Littlewood, 19904). 

If ‘pathology’ in the strong sense is to be 
understood as some sort of undesirable state of 
affairs in the natural world, independent of any 
necessary human apperception, although its personal 
consequences are potentially unpleasant, how is this 
undesirability conceived? We have a variety of 
choices between entities, processes and events, 
between functional balance (whether psychological, 
social or physiological), anatomical change, evol- 
utionary and developmental processes, ideal norms 
of health or autonomy, or simply the cause of our 
experience of suffering (see Long, 1965; Kendell, 
1975; Sedgwick, 1982; Canguilhem, 1989 for partial 
reviews). The conceptualisations themselves are not, 
however, given by the subject matter but are selected 
within a particular clinical and historical context. 
A particular pathology may be understood as all of 
them. But they are not arbitrary tropes: they return 
us to the personal experience of illness, to everyday 
pain and disability. (Such experiences are themselves 
socially constructed in that ‘pain’, for instance, is 
not necessarily perceived as an illness or indeed as 
an unalloyed evil.) As Leff (19905) puts it, the aim 
of our medical diagnosis is to alleviate immediate 
suffering, and psychiatric research then should be 
‘practical’ (Leff, 1990a). 

Doubtless a post-modernist would welcome this 
frank acknowledgement that it is social action that 
characterises the subject of psychiatry. The new 
psychiatry would hardly quarrel with the notion that, 
as embodied social beings, we bring to our afflictions 
an urgency and certain powerful assumptions which 
are shared with our fellows. And that we are 
compelled to act: to be ‘practical’. And psychiatry 
is a practice. 


AGAINST PATHOLOGY 


I propose to take here a more conventional view, 
that we can still make an attempt to attain some more 
distanced knowledge of social and biological pheno- 
mena. The question is not the ultimate value of 
biological data, but the choice of frame through 
which to generate and interpret them: how independent 
this frame is of social institutions with their own 
need for categorical action. What is questionable 
is whether our current methodological individualism 
invariably leads to the most satisfactory procedures 
for comparing illness experience in different situations 
and at different times, and for understanding the 
relationship between what we arbitrarily limit as 
causation, experience, classification, and therapy. Is 
our practical distinction between these always helpful? 
The objection is less the old one that psychiatry is 
simply only biomedical in its thinking but rather that 
itis too socially embedded in the sense that it cannot 
examine its own institutional assumptions, and 
mistakes the particular for the universal, what it can 
conveniently examine for alternative constructions 
of the phenomenon. It is not that such embedded 
(and embodied) human actions are somehow invalid, 
but merely that they cannot have the particular level 
of generality we claim without our examining their 
social construction itself. 

If the questions are indeed heuristic, where does 
the notion of ‘pathology’ (in either a strong or a weak 
sense) usefully get us? Does it provide some practical 
constraints on the limits of the phenomenon which 
we could study and alter, defining ‘it? as a 
phenomenon? Certainly. Does it give some notion 
that the phenomenon is ultimately undesirable? This 
hardly seems necessary unless we feel unable to act 
without assuming our therapeutic or penal procedures 
must have the power of contraverting some almost 
inevitable, natural order of things. Through identifi- 
cation and extension we recognise ‘pathology’ in 
animals akin to ourselves (hence veterinary medicine) 


but the limits of our sympathy fade when applied. 


to unicellular organisms. Are phages the ‘diseases’ 
of sick bacteria? In what environment can Treponema 
pallidum develop most fruitfully? The idiom is 
absurd because our idea of disease is so radically 
rooted in our personal concerns (note 4). 

Does this anthropocentrism matter? Would we 
lose if medical theory became comparative ecology, 
independent of our compelling human interests? 
While the implications are in part moral, a more 
neutral perspective can ask certain new questions 
about any theme within that area of interest which 
we conventionally call ‘psychopathology’. One is the 
distinction between aetiology and pathology, which 
becomes more problematic because of the loss of the 
immediate frame, as in the vexed question: of 
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distinguishing stress from stressor (Littlewood, 
1990a), or of neurotic illness in its social context from 
the therapies elaborated within the same context 
(Littlewood & Lipsedge, 1987). Were Charcot’s 
hysterics suffering from an illness, a treatment, or 
a lifestyle (Eisenberg, 1977)? Were they ‘suffering’, 
‘enacting’ or ‘representing’ (Littlewood & Lipsedge, 
1987)? Was Charcot? What are the criteria by which 
we distinguish? Karl Kraus’ acerbic declaration that 
**psychoanalysis is a symptom of the sickness it 
claims to cure" may be seen to have a wider 
generality: if our focus on illness has shifted to 
examining undesirable limitations on an increasingly 
Cartesian indexical and autonomous self which is 
given in advance of its external relations (Gaines, 
1982), then the therapies derived are manifestations 
of the same historical shift. 

How then do we take the suggestion that 
“psychosis may generate alternative world views 
which at times become more generally accepted’’ 
(Littlewood, 1984): a resurrection of ‘‘Laing’s 
assertion that schizophrenia is not a break-down but 
a break-through” (Leff, 19902)? My point is that 
from a more distanced perspective, schizophrenia is 
neither. To say that one or the other is true is equally 
arbitrary, depending not on the biological or social 
data in themselves but on a particular culturally 
embedded point of view. Schizophrenia, like left- 
handedness or dyschromic spirochaetosis, can be 
perceived in a variety of ways depending on our own 
frame of reference, our personal identification and 
sympathies, our compelling social urgencies. ‘Break- 
through’ and ‘break-down’ are equally political 
positions constrained by their particular powers of 
social representation. This is not to deny that from 
the clinical perspective schizophrenia is a biosocial 
phenomenon, relatively invariate across cultures, and 
whose local meaning is generally undesirable (Horwitz, 
1982). But potential meanings do not necessarily 
follow the biomedical paradigm, for meaning is not 
a phenomenon of the natural world but, biologically 
speaking, arbitrary. If the experiences of schizo- 
phrenia are taken on occasion as meaningful then 
they are meaningful in that context. If they are not, 
then they are not. Leff’s example, the Counterculture, 
in fact failed to institutionalise social patterns in 
which schizophrenia could be a valid experience (for 
a poignant instance see Vonnegut, 1976). Particularly 
in periods of rapid social change it does seem that 
meaning may be placed on experiences which recall 
those which at other times would be perceived as 
insane (Littlewood, 1984, 1987). Occasionally, we 
find situations in which everyday insanity is con- 
sistently recognised as especially meaningful, although 
these seem to be rare (Morris, 1985), while the ‘fey’ 
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or the ‘touched’ can certainly be taken as the authentic 
(Scheper-Hughes, 1979; Fisher, 1985; Robins, 1986). 

Deafness and sign language provide a powerful 
contemporary instance. There is a biological difference 
certainly, but we have recently seen a dramatic shift 
from perceiving deafness as a defect state, as simply 
a failure or an absence, to a recognition that 
signing has a validity as a communication in itself 
(Lane, 1988; Sachs, 1989). Signing is not some 
compensatory pantomime of spoken languages, nor 
does it follow their syntactical structures. Like them, 
it is powerfully expressive, with its own particular 
subtleties and metaphors, spatial representations of 
agency or of pronouns, and not least its own dreams. 

The allocation of meaning to everyday madness 
has a long history, not restricted to the anti- 
psychiatrists, and which I have reviewed elsewhere 
(Littlewood, :1984, 1987). Indeed, in the form of 
psychobiography and psychohistory, it has frequently 
featured in the evening interests of psychiatrists 
themselves, as a rather Romantic interpretation of 
‘creativity’ sometimes known as the ‘‘Napoleon’s 
glands view of history”: St Paul was epileptic, Van 
Gogh psychotic, and so forth. In literary criticism 
this sort of causality is criticised as the ‘biographical 
fallacy’. What I am suggesting here is something 
rather different, not ‘biological causality’ but (in 
Steven J. Gould’s phrase) ‘biological potentialism'. 
The meanings that are placed on natural phenomena 
as they appear to us, whether these meanings are 
disease or creativity, are by no means determined by 
the phenomenon itself. 

Sociological data and biological data are not 
exclusive yet additive categories (cf. Leff, 19902), but 
the workings of procedures: not places but maps. 
Nor can we reduce one to the cther; each is 
inescapable and equally valid, producing a vital 
dialectic within Western thought, whether couched 
in the style of interpretation versus explanation, 
human agency versus causal necessity, the humanities 
versus the natural sciences. Attempts to fuse them 
into a single system - whether it be psychoanalysis 
or sociobiological psychiatry - work by a sleight of 
hand whose elusive simplicity palls after a few passes. 
Madness is not merely a literary trope, nor can 
human society be predicated on neurophysiology. 

None of this argument is especially novel in those 
cross-disciplinary studies which take the human 
potential for sociality and culture itself as both a 
biologically and a historically given attribute (Ingold, 
1989). By contrast, for psychiatrists the only 
alternative to reductionism seems to be to regard 
humans as biology plus society, as genes topped up 
with culture. This mistakes the nature of biology as 
much as that of culture. Biology is a discipline, a 
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social procedure, a way of examining what is going 
on in the field in which organic forms are perceived, 
not a type of stuff (note 5). 

If the modern scientific project attempts a 
perspective which is independent of a particular 
Observer's point of view at a particular place and 
time, then the abandonment of ‘pathology’ is 
exemplary. The attempt to exclude social meaning 
and context from psychiatric theory itself does not 
automatically render our discipline value free and 
universal. Indeed the reverse. 


Appendix: notes 


(1) This short paper is in partial reply to published and 
personal correspondence following an earlier review 
(Littlewood, 1990a; Leff, 1990a; Journal 1990, 157, 
294—297; 158, 575—576). While this appears to have raised 
a number of queries, I have restricted myself here to 
clarifying its position on ‘pathology’. 

(2) ‘Functional’, still the distinguishing attribute of 
psychiatry as opposed to neurology (Hill, 1964; Bynum, 
1985; Reynolds, 1990), has a somewhat vague but 
characteristic status in psychiatry, usually referring to 
psychoses without gross structural changes, yet whose 
patterns of abnormality are presumed to have an eventually 
demonstrable biological origin (Schneider, 1959). My use 
of ‘functional’ here is more conventional. It refers to the 
activity of parts of a delineated pattern or process which 
is recognised as integral to the coherence of some whole 
(Parsons, 1952). Once dominant in the social sciences, 
functionalism has been criticised for its inability to model 
historical change, external influence, conflict within the 
system, or to allow for personal motivation. Similar 
problems arise in biology with ‘fitness’, and with ‘adaptation’ 
(Lewontin, 1983) which is used in psychiatry to refer 
to patterns which may well be socially functional but 
which primarily maintain the coherence and state of 
the individual. (The social sciences may term this also as 
‘functional’, here coming close to the psychologist’s notion 
of ‘need’ (Firth, 1957).) The point is not whether a 
particular model or frame is ‘true’ but whether jit is the most 
useful at any point in the development of a discipline to 
understand the phenomena of interest (Littlewood & 
Lipsedge, 1987). Does the methodological individualism of 
psychiatric theory inhibit our understanding of the 
‘individual’? Does the frame we have chosen generate results 
which merely replicate the experimental design? Ultimately 
the answer to such questions is aesthetic and socially 
pragmatic, not methodological nor given by the data. 

(3) Cognate questions to those of synchronic (com- 
parative) psychiatry arise with tracing continuity diachroni- 
cally (historically). Has hysteria ‘changed into’ other 
patterns (Littlewood & Lipsedge, 1987)? What has 
to change before we agree we are talking of a different 
entity? : 

(4) At one level we are ourselves historically consti- 
tuted by ‘disease’, not only in that we share certain 
nucleotide sequences with bacteria, but because con- 
temporary humans are determined through millennia of 
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epidemics in which each generation of survivors constitute 
our ancestors. (Survival is in part a function of antigenic 
complementarity, while the’ correlates of one identified 
pathology may of course be the decreased likelihood of 
another.) As pathologies are not processes distinct from 


ourselves, so neither is biology merely the domain which we . 


share with animals (Ingold, 1986); nor is the natural environ- 
ment some unaltered and neutral ground (Lewontin, 1983). 

(5) The interested reader may wish to consult the 
following references for the general approach: Bourdieu 
(1977), Hundert (1989), Leary (1990), Lewontin (1983), and 
Mayr (1982). ] 
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Role of General Practitioners in Care of 
Long-Term Mentally Ill Patients 


AMANDA POYNTON and PETER HIGGINS 


“Objective - To assess general practitioners’ involvement with long term mentally ill patients 
and attitudes towards their care. 

Design - Postal questionnaire survey. 

Setting - General practices in South West Thames region. 

Subjects - 607 general practitioners, 369 (7396) of whom returned the questionnaire 

Main outcome measures - The number of adult long term mentally ill patients whom general 
practitioners estimate they have on their lists and general practitioners’ willingness to take 
responsibility for them. 

Results - 110 respondents had noticed an effect of the discharge of adult long term mentally 
ill patients on their practices. Most (225) respondents estimated that they had 10 or fewer 
such patients each on their lists. Having higher numbers was signiflcantly associated with 
practising in Greater London or within three miles of a large mental hospital and having contact 
with a psychiatrist visrting the practice. 333 general practitioners would agree to share 
the care of long term mentally ill patients with the psychiatrist by taking responsibility 
for the patients’ physical problems. Only 59 would agree to act as a key worker, 308 prefernng 
the community psychiatric nurse to do it. Only nine had specific practice policies for looking 
after long term mentally tll patients and 287 agreed that such patients often come to their 
general practitioner's attention only when there is a crisis. 

Conclusions - The uneven distribution of long term mentally ill patients suggests that 
communrty psychiatric resources might be better targeted at those practices with higher 
numbers of such patients. Most general practitioners seem to be receptive to a shared care 
plan where the consultant takes responsibility for monitonng psychlatric health with the 
community nurse as key worker. The lack of practice policies for reviewing the care of long 
term mentally ill patients must limit general practitioners’ ability to prevent crises developing 
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in thelr care.'' 


The summary quoted above is from an article by 
Kendrick et al (1991). The present authors were 
invited to comment upon the study. 


Amanda Poynton 


With the continuing trend towards community care 
and the implementation of the Government's White 
Paper ‘Caring for People’, it is timely to look at the 
role of the general practitioner (GP) in looking after 
the chronically mentally ill outside hospital. Kendrick 
et al examine the issue by asking GPs about their 
involvement with such patients and their views about 
appropriate ways of providing care. As noted by 
Holloway (1990), there has been little systematic 
study of the matter. However, it is clear that patients 
resettled outside medically staffed institutions will 
need access to both primary and secondary medical 
care, in a similar way to other community residents 
living in their own homes. The ‘care programme’ 
approach embodied in new legislation emphasises the 
need for co-ordination of input from different 
agencies. 


As the authors themselves point out, this study has 
several methodological limitations. First, although 
there was a satisfactory response rate, it is possible 
that these GPs were more interested in psychiatry 
than their colleagues in general. Second, it examined 
attitudes, perceptions, and intentions rather than 
actual clinical practice. It is not known how 
accurately doctors! impressions of their work reflect 
their actual practice, and although some of the 
important terms were defined by the authors, there 
was scope for individual interpretation of these. 
Further research is necessary to establish the validity 
and reliability of the questionnaire in ascertaining 
chronically mentally ill discharged patients. 

How many such patients do GPs have on their 
lists? With the definition they were given in the 
questionnaire, most doctors estimated 10 or fewer 
patients, although 10% of GPs estimated more than 
16. An association was found between greater 
estimated numbers of these patients and three 
factors: a practice sited in London, being near a large 
mental hospital, or having a visiting consultant 
psychiatrist. There may be a truly increased likelihood 
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of discharged patients becoming linked to such 
practices, but these factors could also produce a 
reporting bias, due to an enhanced ewareness of 
chronic patients, rather than greater actual numbers. 
For example, GPs who work near old mental 
hospitals may have been particularly zonscious of 
the potential burden of discharged patients, resulting 
in higher estimated numbers, in comparison with 
colleagues working elsewhere. In inner-city areas, 
lack of appropriate social ‘networks may lead 
discharged mentally ill patients into more contact 
with their GPs, thereby raising the doctors' level of 
awareness. 

These figures are probably a little larger than 
estimates of the long-stay mental hospital population 
(equivalent to less than three patients per list of 
2000 — Wing & Furlong (1986)). Presumably, this 
again reflects the broad and rather vague definition 
of long-term mental illness used in this study. 
Judgements made by GPs about psychiatric morbidity 
have been studied extensively (Goldberg & Huxley, 
1980; Shepherd et al, 1981), but the emphasis has 
been on the detection of individual cases, rather than 
on perceptions of the prevalence of disorders in the 
whole practice population. Even if the authors' 
conclusions are not substantiated fully in subsequent 
research, it is very likely that there are practices in 
certain settings which have a higher proportion of 
the long-term mentally ill on their lists. Very few GPs 
reported case registers or practice policies for these 
patients, yet their views about the need for a 
continuing psychiatric input suggest that they want 
specialist services for these patients. Hence, there 
should be ways of identifying and enabling priorit- 
isation of appropriate psychiatric resources for 
practices with large caseloads of the long-term 
psychiatrically ill. 

How do GPs see the respective roles of primary 
and specialist services? Their opinians about the 
physical care of the patients are clear — over 90% of 
respondents believed this should be the responsibility 
of the GP. There was less agreement about the 
balance of responsibility for psychiatric care. 
Although the overwhelming majority of respondents 
(90%) concurred with the statement ‘‘should have 
care shared between the psychiatrist and the 
GP"' and over 80% thought that overall responsi- 
bility should lie with the psychiatris:, about 40% 
agreed that care should be ‘‘organised by GP 
with psychiatric back-up as necessary". These 
differing attitudes are likely to reflect personal 
training and aspects of the existing relationship 
between GPs and their local psychiatric service, 
such as its accessibility. It would have been 
interesting to know if these attitudes correlated 
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with the presence of psychiatric professionals visiting 
the practices. 

Who do GPs want to be the key worker? A 
majority wanted a community psychiatric nurse 
(CPN) to act in this role, co-ordinating different 
aspects of care; few wished to take on this role 
themselves and not many felt a social worker should 
do so. This preference for a CPN rather than a social 
worker may arise from the GP's focus on health 
rather than social issues, and perhaps a view that by 
virtue of the link with the specialist psychiatric 
service, the CPN should be better able to enlist and 
co-ordinate its resources than either the GP or a 
social worker. However, it is well known that such 
patients have considerable social as well as health 
needs, which are not easily disentangled (Wing & 
Furlong, 1986; Holloway, 1990). There is an 
implication that, for this group of patients at least, 
the views of GPs'conflict with the proposal in the 
new Community Care Act that a care manager who 
is not a health service professional should be 
responsible for co-ordinating help for the mentally 
ill. I would favour the development of a new breed 
of community worker who combines skills from 
community nursing, social work, and occupational 
therapy, who would act as the principal professional 
carer, but who could involve and liaise with other 
professionals as necessary. With this broad base 
of professional skills, each worker would be able to 
meet many individual needs within a single thera- 


' peutic relationship, thereby avoiding the difficulty 


for the patient in having to relate to several different 
professionals whose more limited roles could result 
in needs remaining unmet. ; 

The authors express concern that by contrast with 
visiting psychiatrists, there was no association 
between numbers of discharged patients and having 
visits from CPNs, psychologists, or social workers. 
This may reflect a differential effect in raising GPs' 
awareness. However, it may be more common for 
a psychiatrist to visit a practice which cares for a 
group of recently discharged patients, whereas CPNs 
are more involved with patients who are similarly 
disabled but have been able to live in the community 
with family or friends. Without knowing more about 
the nature and frequency, of staff visits to GP 
surgeries and the patients with whom they are 
involved, it would be unwise to develop conclusions 
further than the identification of this as an issue for 
wider exploration. It may be difficult to generalise 
about the. most effective use of professional time in 
relation to such patients. This may. be strongly 
influenced by local factors such as public transport 
facilities and the extent, if any, of staff support where 
patients are living. Hence, while it is important that 
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appropriate help be offered to these patients, the 
most satisfactory arrangement may be for community 
staff to see patients at home or in another setting 
such as a day centre. Liaison with the GP would then 
occur, but by means other than being physically 
present at the surgery. 

Despite its shortcomings, the study succeeds in high- 
lighting the scant attention afforded the GP in planning 
community psychiatric services. It suggests that at 
both a local and a national level, more thought should 
be given to the most effective means of integrating 
primary and specialist care for the long-term mentally 
ill in the community. This is clearly an important area 
for clinical audit and for further research. 


Peter Higgins 


This is a timely piece of work. How to keep in touch 
with the growing number of mentally ill people 
discharged from long-stay hospitals and ensure 
continuing care for them has to be clear if we are 
to feel at ease with the policy of resettling them in 
the community. They are not physically disabled, are 
not under restraint, and may walk out of sight. 
Anxious to avoid blame, we may create a special 
system of surveillance for them, marking them out 
as different, but effective only as long as they do not 
move without notice. 

Ideally, the long-term mentally ill should be looked 
after by the same services as are available to 
everyone, everywhere. Throughout the UK, there is 
a network of services, never far from where people 
live, accessible to all and non-stigmatising - the GP 
services. Certainly, for the provision of the medical 
care needed by these people, GPs are the obvious 
choice. But are they willing also to be involved in 
the care of their mental health problems? Are they 
able to do so effectively? 

The results of this study are encouraging. At least 
in the South West Thames Region, many GPs express 
positive attitudes. Despite being seen as creating 
difficulties for families and for practices, these 
patients are on the whole considered to be better off 
outside hospital. Nearly half the GPs who responded 
were prepared to take the key role in managing their 
care, with psychiatric back-up as necessary. 

These doctors also seemed to be well placed to do 
so effectively. A third of them bad consultant 
psychiatrists visiting their practices, and nearly two- 
thirds had CPNs visiting. A fifth of them had worked 
in a hospital psychiatric post. However, communi- 
cation with patients was generally seen as a problem, 
and only a few of the doctors had devised a 
systematic policy for managing their care. That, 
perhaps, is not unexpected since most respondents 
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estimated that they had ten or fewer such patients 
on their lists. Doctors practising in Greater London 
or within three miles of a large mental hospital had 
more patients than did those practising elsewhere. 

This study concentrates attention on one conse- 
quence of the reversal of a long historical process. 
It ought also to raise in our minds questions about 
other possible consequences. Assimilation of hitherto 
institutionalised people back into the community is 
one thing, but how in the future we shall deal with 
new cases, in what manner they will present, and 
what course their illnesses will run are new questions. 
If the belief is correct that much of the expression 
of long-term mental illness is in fact behaviour 
induced by or learnt in the institution, we could 
expect clinical manifestations rather different from 
those on which psychiatrists have hitherto learnt their 
trade. GPs will, willing or not, find themselves in 
the front line. New illnesses among the population 
they look after will, as they do now, arise in people 
and in families with whom they already have a 
relationship of care. In the past, their responsibility 
has been to assess and to arrange removal, but in 
future, fewer patients will be removed and those who 
are will return more quickly. In many cases, 
admission may be a relatively brief interruption of 
a long-term relationship between doctor and family, 
doctor and patient. Insofar as the nature and the 
form of mental illness is shaped by the methods used 
to deal with it, we may expect the nature and the 
form to change. Since GPs will have to find ways 
of understanding and of communicating with such 
patients, who may help them to do so? I suspect that 
psychiatric nurses and ward cleaners have rather more 
to tell us about such communication than have most 
doctors. 

Can we prevent relapse? How can it be foreseen 
and what, in the new context, will be the signs to 
look for? A monitoring system that looks for signs 
relevant only to our present experience of long-term 
mental illness may be of little use. These seem to me 
important questions, requiring study and engaging the 
minds of GPs, CPNs, social workers, and psy- 
chiatrists. To answer them will require transfer 
between all of them of theory and knowledge and 
experience - the experience of such illnesses as they 
seem now to be and the experiences of such illnesses 
as they may appear in the future. 

General practitioners, with their defined responsi- 
bility for the health and care of all those on their 
list, are inevitably going to be involved in such 
illnesses. Specialist services should act in support of 
that responsibility, enabling GPs to fulfil it more 
effectively. Are all psychiatrists willing to act in this 
manner? Or will they, as do many, seek the cover of 
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their own kind, recreating in mental health centres an 
institution in the community, a defensive position be- 
hind the front line of care? That defensive position 
may cut them off from learning new modes of under- 
standing and of managing hitherto unexperienced 
forms of mental illness. 
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Brief Reports 


Suicide among Immigrant Psychiatric Patients in Canada 


RANJITH CHANDRASENA, V. BEDDAGE and M. L. D. FERNANDO 


Ninety-four Canadlan-born psychlatric patients who 
committed suicide were compared with 23 foreign-born 
patients committing suicide In Canada. East Europeans 
were over-represented, and significant differences were 
found In the age distribution, stress, level of education, 
social Isolation, and methods of suicide. Most foreign- 
born patients had come to Canada for family or 
economic reasons but were unemployed, with poor 
social Integration. Employment, housing, education, social 
integration and a support network seem to be important 
in preventing these deaths. Cultural evaluation of the 
patient and early intervention is recommended. 
British Journal of Psychiatry (1991), 159, 707-709 


Studies of risks of mental illness among immigrants 
suggest that those from lower social classes have a 
significantly higher risk of psychiatric disorders. It 
could be concluded from the association between 
mental illness and suicide that the rates of suicide 
would therefore be higher among immigrants. Rates 
of suicide among immigrants have been studied. US 
studies of immigration and population increase show 
a significant association with suicide. Social inte- 
gration seems to play a key role, with crime and 
divorce rates being significantly associated with the 
suicide rate. A study of suicide in 34 nations among 
voluntary immigrants also showed a linkage between 
migration and suicide (Boor, 1981). Other studies in 
Australia and the US suggest that the rates of suicide 
among immigrants are more in keeping with those 
in their country of origin than the country of 
immigration. ‘Suicide risk factors’, acquired early 
in life and manifested later, have been suggested as 
a possible explanation (Peters & Termensen, 1982). 
Canadian suicide studies show a higher risk for 
immigrant females in general and for those of 
European origin in particular (Kliver & Ward, 1988), 
but vulnerability among male immigrants and social 
integration and unemployment as contributory 
factors have also been observed (Trovato, 1986). 
In studies of suicide among psychiatric in-patients 
or out-patients, there are difficulties in obtaining a 
sufficient sample for analysis. Given the ‘sensitivity’ 
of the information and possible medicolegal impli- 
cations, the available data are not easily forthcoming. 
The need for retrospective review of information 
further limits the utility of the data (Chandrasena, 


1990). Differing policies between hospitals, provinces 
and countries also limits the comparability of the data. 
However, ethnicity has been identified as a correlate 
of suicide in some institutions in the US and in the 
UK. Previous research suggests that Canadian psy- 
chiatric in-patients and out-patients run a risk 5-20 
times higher than the national average. 


Method 


The present study compared the characteristics of immigrant 
and Canadian-born patients who committed suicide while 
receiving active psychiatric therapy either in hospital or as 
out-patients. It was carried out in the Province of Ontario 
in Canada. The case records of all deaths in three psychiatric 
facilities since 1967 were reviewed. Data on 35 socio- 
demographic and clinical variables were obtained. Coroners’ 
Teports, autopsy reports, newspaper articles, police records, 
and other sources of information (e.g. interviews with 
family members) were used to collaborate information. 
Suicides usually led to an internal audit of the patient’s 
records, and minutes of these committee meetings proved 
to be a valuable source of accurate and objective 
information. Psychological inquiries were done on each of 
the patients to determine the circumstances leading to the 
death and possible causative factors. 


Results 


Ninety-four Canadian-born patients were compared with 23 
foreign-born patients. A random review of clinical records of 
all patients showed that 10.7% of the patients were immi- 
grants compared with 19.6% in the study group (x7=4.1, 
d.f.=1, P<0.05). In the population of the Ottawa region, 
17.3% are immigrants. Although only 2.1% of the Ottawa 
population is of East European origin, 7.7% of the patients 
who committed suicide were from these countries (x*= 3.3, 
d.f.=1, NS). There was no significant over-representation 
of patients from Western Europe. Of the immigrants, 52.2% 
were female, compared with 37.2% of the Canadian-born 
patients. The difference is not statistically significant. 

Figure 1 shows the age distribution of the samples. Of 
the foreign-born patients, 60.8% were over the age of 40, 
compared with 33.0% of the Canadian-bom (x?— 4.6, 
d.f.=1, P«0.05). Most immigrants came to Canada as 
young adults (mean age 24 years, mode 26 years) seeking 
a better life (reasons for migration: economic 22%, to be 
with family 48%, political 13%) and had been in the 
country for a considerable time before committing suicide 
(mean 17 years, mode 16 years). 
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Fig. 1 Age distribution (%) hs 23 dure (B) and 94 
Canadian-born ( [C] ) psychiatric patients committing suicide (mean 
ages at death, respectively were 41.3 and 35.8 years). 


Major life stresses were over-represented among the immi- 
grants (73.9% v. 35.1% of the Canadian-born; x77=8.8, 
d.f. = 1, P<0.005), unemployment was high in both groups 
(81.8% and 68.2% respectively, x? NS), and the immi- 
grants had higher levels of education (university degree: 43.5% 
v. 4.3%, °=6.4, d.f.=1, P<0.025). When these factors 
were considered together, it was evident that major stressors - 
unemployment in spite of being well educeted and those 
resulting from adjustment difficulties - and low self-esteem 
played a significant role in the suicides. The chart review for 
the psychological inquiries confirmed these findings. About 
half the immigrants were living alone at the ame of suicide 
(compared with 33.7% of the Canadians; x^-NS) and only 
34.8% had family in Canada. There were als» stresses asso- 
ciated with the immigrants' dissatisfaction with their quality 
of life. 

The immigrants had a lower incidence of mental illness in 
their families (13.6% v. 41.8%, x°=4.7, d.f.=1, P<0.05). 
This is, however, likely to be due to their separation from 
family in their country of origin. 

Method of suicide varied between Canadian and immigrant 
patients, the figures being respectively: firearms 21% v. 0%; 
hanging 13% v. 23%; drowning 8% v. 18%; overdose 26% 
v. 36%. Only the difference in the use of firearms proved 
statistically significant O7=4.2, d.f.=1, P« 0.05). Of the 
immigrants and Canadian-born patients respectively, 48% 
and 42% had no previous attempts at suicide while 45% and 
33% used a method similar to those used in a past attempt. 

Thirty-nine per cent of the immigrants and 56% of the 
Canadian-born patients (x? NS) had no past psychiatric 
admissions. The primary diagnoses among the immigrant 


and Canadian-born samples were, respectively: mood: 


disorder 39% v. 27%; schizophrenia 35% v. 27%; 
adjustment disorder 13% v. 7%; substance Cependence 9% 
v. 18%; personality disorder 4% v. 16%; a history of 
substance abuse was present in 26% v. 46%. None of the 
differences is statistically significant. 


Discussion 


The size of the immigrant sample is small. However, 
large samples of patients in active therapy who 
commit suicide are difficult to obtain, and this limits 
the size of subsamples such as immigrants. Conclusions 
are drawn from clinical information following post- 
mortem psychological inquiries. Such inquiries by 
trained observers are known to provide objective, 


accurate information, and have been accepted for 
audit purposes in hospitals and for medicolegal 
purposes in court and may be used as a therapeutic, 
educational and preventative tool. 

: High rates of suicide have been found in Eastern 
European countries (World Health Organization, 
1982). The resülts of the present study support the 
previous findings that ‘suicide risk’ among immigrants 
is in keeping with that in their country of origin 
(Sainsbury & Jenkins, 1982) and that ‘risk factors’ 
are acquired early and triggered later in life (Peters 
& Termensen, 1982). The female preponderance of 
the immigrant patients committing suicide in Canada 
is to be expected from previous studies. Among 
Portuguese women, with progress towards female 
independence, there was-a significant rise in the 
female suicide rate, the highest rate being among 
‘professional/technical women’ living in urban areas 
(deCastro et al, 1988). In our study, the foreign-born 
women were well educated and lived in urban areas 
in a society which fosters female independence. 

The difference in the age distribution is striking. 
While many stressors were evident in both groups, 
the nature of the stressors for Canadian-born 
patients was different. Young adulthood in Canada 
and the US is associated with rising rates of suicide. 
In the study sample, patients who immigrated at a 
mean age of 24 years began to become alienated 
within the new country after about three years. This 
was due mostly to adaptational stress, which they 
endured for a considerable period of time before 
committing suicide. This is in‘ accordance with 
previous observations supporting integration and 
economic anomie theories (Trovato, 1986). 

When immigrants killed themselves they seemed 
to use the methods more commonly used in their 
country of origin; the female preponderance may 
contribute towards the larger proportion of over- 
doses. High use of firearms among the Canadian- 
born patients may be related to the violent methods 
of suicide that are known to occur among men and 
the easy access to firearms in North America. 

Selective migration of those suffering from mood 
disorders has been described. Schizophrenics are less 
likely to migrate when the mean age of the migration 
is 24 years. The female preponderance in the immigrant 
group would also lead to an expectation of significant 
differences among the mood disorders in the two groups. 
However, contrary to expectation, no statistically signifi- 
cant differences in the rates of mood disorder was noted. 

Minorities tend to bond together in unified 
communities and social integration protects against 
suicide (Sainsbury, 1986). Immigrants, on the other 
hand, have considerably higher rates of suicide than 
those in either their host country or in their country of 


SUICIDE AMONG IMMIGRANT PATIENTS 


origin; those from different cultures, such as Chinese 
and Japanese immigrants to the US, have especially high 
rates (Kramer & Pollack, 1972). Lack of social integra- 
tion was identified as a contributory factor in this study. 

In summary, the data demonstrate that the profile 
of mentally ill immigrants at risk of suicide is 
different from that of the Canadian-born psychiatric 
patients at risk. These differences can be accounted 
for by cultural and social factors which in turn 
influence the onset, presentation and progress of 
their mental illnesses. High expectations from the 
host country following migration, poor adjustment 
over a long time before suicide, inability to integrate 
with the host society - as evidenced by social isolation 
and lack of a support system — stresses associated 
with being unemployed in spite of a university 
education, and financial stressors contributed towards 
the precipitation of major psychiatric disorders and 
suicide. Attitude towards mental illness and past 
experience of psychiatric treatment may contribute 
towards immigrants not seeking help, as suggested 
by a lower incidence of past admissions. 

The psychological inquiries suggested that social 
support interventions such as finding appropriate 
employment and housing, taking into consideration 
the patient's education, cultural background and social 
integration, and the establishment of support networks 
are important in preventing the suicide of immigrant 
patients. Preventative methods, when contemplated, 
should be directed at the cultural evaluation of the 
psychiatric patient, the special needs of the individual, 
and early intervention for these high-risk groups. 
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The Treatment of Neuroleptic Malignant Syndrome 
Are Dantrolene and Bromocriptine Useful Adjuncts to Supportive Care? 


PATRICIA |. ROSEBUSH, THOMAS STEWART and MICHAEL F. MAZUREK 


In a prospective study of 20 patients with NMS, 
those who received dantrolene (2 patlents) or bromo- 
criptine (2 patients) or both (4 patients) tended to have 
a more prolonged course of illness and a greater 
incidence of sequelae than those treated with supportive 
care alone. These results do not indicate a useful 
role for dantrolene or bromocriptine in the treatment 
of NMS. ` 

British Journal of Psychiatry (1991), 159, 709-712 


Neuroleptic malignant syndrome (NMS) is a fulminant 
and life-threatening reaction to neuroleptic medi- 
cation. The cardinal features are fever, delirium, 
diaphoresis, extrapyramidal signs, autonomic in- 
stability, and elevated serum levels of creatine 
phosphokinase (CPK) (Rosebush & Stewart, 1989). 
The mainstays of treatment include discontinuation 
of neuroleptic medication, rehydration with 
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intravenous fluids, and control of fever with anti- 
pyretic agents and cooling blankets (Rosebush & 
Stewart, 1989). : n 

Recent case reports have suggested that dantrolene 
sodium and bromocriptine, either alone cr together, 
may speed resolution of NMS. The use of dantrolene 
sodium, a peripheral muscle relaxant that interferes 
with the release of calcium from the sarcoplasmic 
reticulum, is based on its efficacy in treating 
malignant hyperthermia, which bears many clinical 
similarities to NMS. The rationale for using bromo- 
criptine, a specific D, receptor agonist, derives from 
the presumed aetiological role of neuroleptic-induced 
dopamine receptor blockage in the development of 
NMS. The putative ability of dantrolene and bromo- 
criptine to alter the course of NMS has, to our know- 
ledge, never been systematically studied. Critical 
reviews of published cases have yielded conflicting 
results about the usefulness of these agents (Shalev 
et al, 1988; Rosenberg & Green, 1989). We 
have had the opportunity to assess the possible 
efficacy of dantrolene and bromocriptine from data 
gathered as part of an on-going prospective study 
of NMS. : 


Method 


We identified 20 patients with their first episode of NMS 
according to criteria previously described (Rosebush & 
Stewart, 1989). These patients represent consecutive 
referrals (1981-87) to the authors for evaluation of possible 
NMS. AI were extremely ill, bedridden, and immobile. All 
had fever (339 °C), delirium, blood pressure abn: ity, 
tachycardia, and diaphoresis, and 19 showed rigidity. All 
patients had elevated serum CPK levels (mean 7683, s.e. 
2205 IU/l, range 587-37 000) and 19 of the 20 had 
leucocytosis (> 11 000/4). 

Neuroleptics were discontinued in all cases, and all 
received vigorous supportive care including intravenous 
fluids, antipyretic agents, and cooling blankets. In addition 
to these measures, two patients also received dantrolene 
(240-600 mg/day), two bromocriptine (7.5-3) mg/day) and 
four patients both, within 72h of the diagnosis. The 
decision to use dantrolene or bromocriptine was not made. 
in a systematic manner. Rather, it was deper.dent upon the 
primary physician's familiarity with the literature describing 
the use of these agents. 

The patients were divided into two groups, according to 
whether they had received dantrolene/bromocriptine in 
addition to supportive care: The two groups were then 
compared for age, sex, concurrent use of lithium, the 
presence of other acute medical illnesses, pre-NMS 
neuroleptic dosages, changes in vital signs, rigidity, 
laboratory abnormalities, course in hospital. outcome, and 
sequelae. 

Statistical comparisons were performed using the Fisher 
exact probability test or the Mann-Whitney U-test, 
supplemented where appropriate by the two-tailed t-test. 
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Results 


As shown in Table 1, the two groups were comparable with 
respect to age, sex, use of lithium, and mean daily 
neuroleptic dosage (in chlorpromazine equivalents) pre- 
scribed in the week before the development of NMS, 


Table 1 
Charactenstics of groups recerving supportive care alone 
or with drug treatment, and comparison of outcome 


Supportive care — Dantrolene/ 





(0212) bromocriptine 
(n=8) > 
No. of women . 7 6 
No. of men 5 2 
Mean (8.6.) age: years 45.2 (6.4) 42.0 (6 0) 
range 19-92 17-66 
Mean (s.e.) neuroleptic dosage’: 
mg 1116 (411) 998 (245) 
No. using Irthium 6 (60%) 4 (50%) 
No. with concurrent medical 
illness 3 (26%F 5 (82%)? 
Clmical characteristics. mean (s.e.) 
temperature: °C ' 39.2 (0.3) 39.6 (03) 
pulse rate: beats/min 128 (5) 115 (B) 
respiration: breaths/min - 84 (3) 32 (6) 
rigidity score* 2.2 (02) 2.4 (0.3) 
Laboratory data 
CPK level® 3.24 (0 15] 3.76 (0.22) 
WBC count/nl 16.8 (22) 18.9 (2.8) 
Mean (s.d.) duration: days 8.8 (0.7) 9.9 (0.7)* 
No. with sequelas 3 (2596) 8 (75%)** 
No. with cognitive impairment 2 (17%)? 3 (3799? 
No. with Parkmsonism 0 (0%) 2 (2595 
No. with other morbidity 1 (8%)* 1 (12999 


*P«O 01 by 2-tarled t-test, P«0.01 by Mann-Whitney U-test Hf 
patient with NMS of 28 days duraton :s included; P< 0 02 by Mann- 
Whitney U-test df ths patient is excluded from the statistical analysis. 
**P<0.06 by Fisher exact probability test. 

1 Daily neuroleptic dosage in the week before NMS m chlor- 
promazine equivalents (Davis, 1976) 

2. Respiratory mfecton (n- 2), hyperosmolar non-ketotic syn- 
drome (n= 1). 

3. Drug abuse (n — 1), drabetes and urinary tract mfection (7 = 1), 
post-surgical pseudomembranous colus (n= 1), acquired immune 
deficiency syndrome (n= 1), gestromtestinal haemorrhage (n= 1). 

4. Rigidity score. O S absent, 1 mild, 2: moderate, 3 = severe. 

B. CPK converted to logarithmic units for statistical purposes. 

6. A 92-year-old mildly demented women with worsening of her 
cognitive impairment for 3 months after NMS; and a 59-year-old 
woman with dysphasla and anomia for 2 weeks. 

7. A31-year-old man with AIDS-related complex and no mvolve- 
ment of the central nervous system (CNS) before NMS who was 
left with permanent cognitive mparment after NMS; a 86-year-old 
woman from a nursing home who was ambulatory, continent and 
able to care for herself before NMS but who was still confmed to 
bed, mcontinent and in need of assistance for feeding when lost to 
follow-up 3 weeks after NMS; and a 46-year-old woman with 
dysphasia and anomia for 1 month after NMS. 

B. A 17-year-old woman who required on-going treatment with 
bromocnptine for rigidity and bradykinesia; and a 45-year-old woman 
with persistent ngldity and bradykinesia who was treated with co- 
coreldopa {Sinemet} for 8 months after NMS 

9 First appearance of persistent tardive dyskmesia 
10 Marked muscle weakness for 6 months after NMS 


TREATMENT OF NMS 


although patients in the dantrolene/bromocriptine group 
were more likely to bave developed NMS in the setting of 
an additional acute medical illness ( P — 0.10). The severity 
of NMS before the administration of dantrolene/ 
bromocriptine appeared to be comparable in the two groups, 
with no significant differences in mean temperature, pulse 
rate, respirations, rigidity, CPK blood levels or white blood 
cell (WBC) count (Table 1). 

The pattern of improvement was similar in the two 
groups, with patients showing initial and often sudden 
improvement in their clinical and biochemical profiles 
within the first four days. An episode was considered to 
have resolved when the patient was alert, orientated, and 
speaking fluently, with normalised vital signs, cessation of 
diaphoresis, and a declining level of serum CPK. There were 
no deaths in either group. The mean duration of illness was 
6.8 (s.e. 0.7) days for those who received supportive care 
only, and 9.9 (s.e. 0.7) days for the dantrolene/ 
bromocriptine group (Table 1). These figures do not include 
a patient treated with dantrolene and bromocriptine within 
48 h of onset, in whom the duration of NMS was 28 days; 
this case constituted a statistical outlier according to the 
criteria of Grubbs (1969) and was excluded from calculations 
of the mean duration of illness. The course of NMS was 
characterized by more sequelae in those patients in whom 
supportive care was supplemented by dantrolene/ 
bromocriptine. 


Discussion 


Our findings seem at first glance to be at odds with 
numerous case reports in the literature which have 
purported to show a beneficial role for dantrolene 
and bromocriptine in the treatment of NMS. We 
have been able to identify 55 cases in the English 
literature in which these medications were used to 
treat NMS within one week of onset of the illness: 
18 involving dantrolene alone, 26 using bromo- 
criptine alone, and 11 cases in which both medi- 
cations were given (specific references available from 
the authors upon request). À broad range of dosages 
has been used (dantrolene 25-600 mg; bromocriptine 
5-45 mg). A successful outcome has been reported 
for 19 of the 29 patients treated with dantrolene 
(either alone or in conjunction with bromocriptine), 
and for 34 of the 37 patients who received 
bromocriptine. In many of these cases, however, 
initial improvement was followed by ongoing 
fluctuations in the clinical condition of the patient 
(references available upon request). In others, the 
NMS gradually resolved over the course of a week. 

What our study indicates, in keeping with previous 
observations (Rosebush & Stewart, 1989), is that this 
pattern of improvement may simply reflect the 
natural course of NMS, regardless of whether 
dantrolene or bromocriptine, or both are used. 
Patients discontinuing neuroleptics and receiving 
vigorous supportive care typically show improvement 
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two to four days after the neuroleptics are stopped, 
followed by lesser fluctuations in clinical and 
biochemical markers over the ensuing 5-14 days 
(Rosebush & Stewart, 1989). The addition of 
dantrolene or bromocriptine does not appear to have 
any beneficial impact on this natural history. 

An unexpected issue which arises from this study, 
and which has not been previously addressed, is 
whether dantrolene or bromocriptine might actually 
worsen the course of NMS. Patients receiving the 
medications, who were comparable in age, sex, drug 
history and severity of NMS to those treated with 
supportive care alone, tended to have a more 
prolonged course of illness and a higher rate of 
complications and morbidity. Review of the cases 
in the literature for which sufficient data are avail- 
able indicates that patients treated with dantrolene or 
bromocriptine have an approximate mean duration 
of illness of 14 days. This figure is generally in 
keeping with our finding that the drug-treated 
patients had evidence of NMS for a mean (s.e.) of 
9.9 (0.7) days compared with 6.8 (2.3) days in those 
receiving supportive care only. In 11 of the 55 cases 
described in the literature (references available upon 
request), and in one of eight from our series, the 
duration of NMS in patients treated with dantrolene/ 
bromocriptine extended to four weeks or more. In 
some cases it has been difficult to withdraw patients 
from bromocriptine such that attempts to reduce the 
medication led to a recrudescence of symptoms. This 
problem was specifically mentioned in 10 of the 37 
patients described in the literature (references 
available upon request). 

We cannot exclude the possibility that the patients 
treated with dantrolene or bromocriptine might have 
been more seriously ill than those who were not given 
the medications. While the severity of NMS seemed 
to be comparable in the two groups, there was a 
tendency for the dantrolene/bromocriptine group to 
have a higher incidence of concurrent medical illness. 
The suggestion that these medications might worsen 
the course of NMS should therefore be regarded as 
tentative. 
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' Mania Secondary to Thyrotoxicosis 


'SING LEE, CHUN CHUNG CHOW, Y. K. WING, C. M. LEUNG, HELEN CHIU and CHAR-NIE CHEN 


A casa of severe mania due to thyrotoxicos's résponded 
to propranolol and propyithiouracil. ` 
British Journal of Psychiatry (1991), 159; 742-713 


Pathological mental change in ramde was 
recognised a long time ago (Whybrow & Prange, 
1981). While anxiety symptoms are familiar, the 
reporting of psychosis and its treatment has been 
limited. 


Case report 


A 29-year-old previously normal Chinese housewife 
presented with a ten-day history of progressive irritability, 
irrelevant speech and loss of sleep. Apart from a gradual 


loss of body weight of 10 kg over the past óne to two years, 


no history of other thyrotoxic or psychiatric symptoms was 
reported. On admission, she was thin (38 kg, 162.5 cm tall), 
restless, irritable, disinhibited, distractible and .overly 
talkative, with loosening of association and fleeting auditory 
hallucinations. . 

She had hyperdynamic circulation, with resting sinus 
tachycardia (120/min), warm moist hands and a small 
diffuse goitre. A diagnosis of manic psychcsis secondary 
to thyrotoxicosis was made. Investigations confirmed 
Graves’ hyperthyroidism: sensitive TSH «0.02 mIU/1 
(normal 0.3-4.0), free T3 >40 pmol/l (normal 3.3~8.2), 
free T4 >67 pmol/l (normal 7-21.8), and thyroid anti- 
bodies were positive and a thyroid ultrasonogram revealed 
a diffuse toxic gland. 

After informed consent was obtained, an 'ABAB' 
experimental design was used to investigate the patient's 
response to beta-blockade (days 5~9), its withdrawal (days 
10-14), readministration (day 15 onwards) aad antithyroid 
drug treatment. Five-day intervals were chosen in view of 
the short half-life of propranolol (3-4 hours) and the ethical 
problems associated with prolonged drug withdrawal. Apart 


Table 1 
Patient’s response to drug therapy 


Baselins Propranolol Off Propranolol Propyl- 





propranolol thiouracil 

Day 4 9 14 19 180 
HSS' 19 7 15 6 0 
MRS? 38 8 32 .4 0 
HRSA? 28 15 27 14 2 
GAS* 21 80 15 70 85 
NOSIE? 33 b 41 1 - 
Cfinical 
dragnosis Mania Generalised Mania Generalised Well 

amasty . anxiety 

disorder disorder 





1. HSS: Hyperthyroid Symptom Scale (range 0—40, euthyrod < 5), 
(Klem et a/, 1988) 

2. MRS: Mania Rating Scale (range 0-60) (Young et al, 1978). 
3. HRSA: Hamilton Rating Scale for Arvasty (range 0-50) (Hamilton, 
1959) ' 

4. GAS: Global Assessment Scale (range 0-90) (Endicott et al, 
1976). 

5. NOSIE. Nursing baara Scale for in-patient Evaluation (range 
0-129) (Honigfeld et al, 1908). 


from clinical diagnoses (according to DSM-III-R criteria; 
American Psychiatric Association, 1987), rating scales 
were used for assessing her thyrotoxicosis, mania, anxiety, 
general functioning.and ward behaviour, rated by nurses 
(see Table 1). It was found that the use of propranolol 
(20 mg t.d.s.) alone led to significant improvement of her 
symptoms over three days (without significant change in 
thyroid hormone status), while re-emergence of severe 
manic symptoms soon followed its ` withdrawal. Re- 
administration again led to remission of mania, although 
mild anxiety symptoms persisted. With antithyroid drug 
therapy (propylthiouracil 100 mg t.d.s.). she became 
clinically and biochemically euthyroid in: two months. 


MANIA SECONDARY TO THYROTOXICOSIS 


No psychotropic medications were used. At nine-months 
follow-up, when kept on propylthiouracil (50 mg/day), she 
weighed 50 kg and was well. 


Discussion 


The evidence for thyroid state playing à role in mood 
disorders has increased rapidly in recent years. 
Clinical manifestations of hyperthyroidism are 
generally believed to be due to a synergistic 
interaction between increased serum levels of thyroid 
hormones and excess catecholamine stimulation. 
Whybrow & Prange (1981) hypothesised that thyroid 
hormones modulate central adrenergic response to 
catecholamines in a manner analogous to that in 
peripheral tissues. Accordingly, hyperthyroidism is 
believed to augment the ability of beta-adrenergic 
receptors to receive stimulation by noradrenalin, and 
predisposes an individual to mania in accordance 
with the catecholamine theory of mood disorders. 
This state of supersensitivity may have developed in 
this patient because of the delay in treatment of her 
obscure thyroid disorder. The sequence of rapid 
mental changes suggests central adrenergic blockade 
by propranolol, which readily penetrates the brain. 
The presence of residual symptoms which only 
cleared after antithyroid drug therapy indicates that 
the therapeutic effect of beta-adrenergic blockade by 
propranolol was incomplete. Full recovery required 
the addition of propylthiouracil, which acts more 
slowly by inhibiting the synthesis of thyroid hormones. 

Despite the obvious limitations of a single-case 
study, this case underscores the clinical importance 
of carefully excluding hyperthyroidism in psychotic 
patients. Even though very large doses of pro- 
pranolol (200-2000 mg) have been suggested for 
effective antimanic therapy (Whybrow & Prange, 
1981), Chinese people may be more sensitive to the 
drug (Zhou ef al, 1989), and a relatively low dose 
may be sufficient for considerable control of 
symptoms before antithyroid drug therapy takes its 
full effect. Being lipid-soluble, propranolol may be 
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superior to other beta-blockers which have a selective 
peripheral action, especially in hyperthyroid patients 
with conspicuous mental symptoms. 
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‘Ecstasy’ Psychosis and Flashbacks 
F. J. CREIGHTON, D. L. BLACK and C. E. HYDE 


We report three cases of flashbacks and one case of 
recurrent psychosis experienced by three MDMA users. 
We draw the attention of clinicians to the combination of 
adverse effects observed with this drug of abuse and to 
the advisability of prolonged treatment should they occur. 
British Journal of Psychiatry (1991), 159, 713-715 


Methylenedioxymetamphetamine (MDMA) is a 
derivative of 3,4,methylenedioxyamphetamine 
(MDA) and classed as a hallucinogenic amphetamine 
(Gilman ef al, 1985). As such it is controlled under 
Class A of the Misuse of Drugs Act 1971. Anecdotal 
reports of the effects of MDMA in low doses speak 
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of a sense of well-being, promotion of aesthetic 
pleasures, and a reduction of social anxiety (Climko 
et al, 1986/87), and it became a popular recreational 
drug (‘ecstasy’) in the US where it was also used by 
some practitioners as an adjunct for psychotherapy 
(Naranjo, 1973). Recently, however, investigators 
have demonstrated single doses of MDMA cause 
selective damage to serotonergic neurons in monkeys 
(Ricaurte et al, 1985). While MDMA has been illicitly 
available in the UK for several years, clinical 
experience of the drug and its toxicity is limited. We 
present a series of adverse psychological reactions 
to this drug in three subjects, none of whom had a 
previous or family history of psychiatric illness. 


Case reports 


Case 1 


A 22-year-old man was brought to casualty in a very 
aroused state, having injured himself by twice jumping into 
the path of oncoming traffic. He was initially "uncooperative 
with psychiatric examination and his dislocated shoulder 
required setting under general anaesthesia, after which he 
slept for nearly 24 hours. He then told us that for the past 
four months he had been taking ‘ecstasy’ between four and 
seven times a week. During the week before admission he 
had come to believe that certain people with whom he had 
a fight were trying to kill him. He became increasingly 
hostile towards his girlfriend, who reported he behaved 
bizarrely — striding about the flat naked with rambling and 
incoherent spéech. On the day of admission he said it had 
suddenly occurred to him that it would be preferable to 
kill himself rather than be killed. 

No definite abnormalities were found at mental state 
examination on the day after admission, although recall 
for recent events was poor. He denied use of any other drugs 
apart from moderate but prolonged use of cannabis. Our 
diagnosis was of a drug-induced psychosis; we offered no 
specific treatment and the following day the patient took 
his own discharge. A urine specimen (taken more than two 
days after his last reported dose of MDMA) failed to reveal 
amphetamine or its derivatives, but confirmed cannabis use. 

Two months later the patient presented again. Although 
he denied the use of any drugs except cannabis, he had 
noticed the pleasurable effects of MDMA. could spon- 
taneously return for up to two hours. Additionally, after 
four weeks entirely free of other symptoms, his ideas of 
persecution had gradually returned. These were accompanied 
by subjective confusion, bizarre ideas of reference, a sense 
of guilt for a nameless crime, and the reappearance of ideas 
of self-harm. He looked more subdued and perplexed than 
previously and his speech was vague, with long pauses. 
Three separate urine samples were free of any drugs of 
abuse. 

The patient was admitted to hospital and treated with 
trifluoperazine (5 mg b.d.). His symptoms remitted over 
a few days and his mood improved. He accepted depot 
flupenthixol and remained free of symptoms for eight 
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months, although his depot injections were stopped after 
four months. Subsequently, over about a month he took 
four further doses of ecstasy. His family reported that he 
became restless and wandering, and his speech became 
incoherent with frequent mention of people plotting against 
him. He had delusions of reference from the television and, 
most alarmingly, was making suicidal threats. He was 
admitted for a third time and displayed a full range of 
psychotic symptoms from which he made a recovery within 
a week. Between psychotic episodes he is a warm, friendly 
and sociable man with no evidence of personality 
deterioration or residual symptoms. 


Case 2 


A 22-year-old female art student was referred to the 
psychiatric out-patient department by her general practitioner. 
She had taken ecstasy on two occasions during a single week, 
one month before attendance, and at those times she had 
thought she was God and had been dancing with the Devil. 
She also experienced frightening visual illusions, describing 
the faces of other people becoming evilly distorted. Over 
the subsequent weeks she experienced frequent flashbacks, 
lasting for less than a minute, during which faces again 
became contorted and menacing, and she suffered intense 
fear and somaric symptoms of anxiety. 

The patient had used cannabis regularly in the recent past 
and in her teens occasionally used lysergic acid diethylamide 
(ESD), heroin and amphetamines, without experiencing 
similar symptoms. She denied any substance abuse since 
taking the ecstasy tablets. At interview there were no mental- 
state abnormalities. 


Case 3 


A 17-year-old female student was referred to the psychiatric 
out-patient department by her general practitioner. She had 
been given a tablet of ecstasy at a party which caused her 
to feel *high' and to have visual illusions in which people's 
faces melted. On leaving the party she was abducted and 
raped by the man who had given her the drug. When she 
managed to reach a police station she felt people were 
laughing at her and that it was a false police station 
belonging to her attacker. 

In the subsequent three months she had experienced 
frequent episodes in which she felt intense fear and the 
features of people's faces melted and became horribly 
deformed. These flashbacks were accompanied by marked 
somatic symptoms of anxiety. 

There was no past history of substance abuse. She had 
a very disadvantaged upbringing and had been physically 
and sexually abused by her father. However, at interview 
she presented as a cheerful and pleasant girl without 
abnormalities in the mental state relating to her sexual 
traumas and experiences. 


Discussion 


Our patients' description of the drug, its effects and 
price all corresponded with either MDA or MDMA. 


‘ECSTASY’ PSYCHOSIS AND FLASHBACKS 


All three of our patients had obtained the drug in 
the same area of Manchester where there has been 
recent public concern at a death associated with 
MDMA ingestion (Manchester Evening News, 8 
December 1989). The urine specimens in case 1 were 
presumably taken after excretion was complete. 

In our clinical experience, the unwanted effects of 
‘street? MDMA (which may well include contaminants) 
most resemble those of LSD. In the period immediately 
after ingestion two patients experienced disturbing 
visual illusions while the third suffered an acute 
paranoid psychosis during which he developed 
intense urges of self-destruction. This latter feature 
Dewhurst & Hatrick (1972) mention as one dis- 
tinguishing feature of LSD psychosis: ‘‘the suicidal 
impulse is sudden, compulsive and not necessarily 
part of a typical depressive syndrome”. All three 
patients, without prompting, reported flashbacks as 
delayed sequelae of their drug use. These phenomena, 
defined by Strassman (1984) as *'transient, spon- 
taneous recurrences of psychedelic drug effect 
appearing after a period of normalcy following a 
psychedelic drug experience,” are a highly character- 
istic reaction to LSD and experienced by 15-77% 
of users (Strassman, 1984). Finally, our first case 
suffered a recurrence of his psychosis after a period 
free of symptoms and, allegedly, further drug abuse. 
The occurrence of delayed psychosis due to LSD has 
been highlighted by Dewhurst & Hatrick (1972) and 
may well represent the activation of an endogenous 
predisposition (Strassman, 1984), although in our case 
the subsequent presentation with a further drug- 
induced psychosis must suggest exogenous drug use. 
Other aspects of our first case were reminiscent of 
amphetamine abuse - he used the drug repeatedly over 
a long period for its euphoriant effect and the initial 
psychosis responded rapidly to the drug’s withdrawal. 

These clinical observations confirming the mixed 
psychopharmacology of this drug also have impli- 
cations for treatment. Unlike amphetamine psychosis, 
which generally clears within a week, LSD psy- 
chosis may require prolonged hospital admission, and 
the use of electroconvulsive therapy or chlorpromazine 
has been recommended in its treatment (Dewhurst & 
Hatrick, 1972). However, flashbacks may be exacer- 
bated by chlorpromazine (Abraham, 1983) but 
ameliorated by haloperidol (Moskowitz, 1971) and 
thelatter would, therefore, seem to be the neuroleptic 
of choice (Gilman ef al, 1985, p. 564). 
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Many young people may have used ecstasy but the 
number of reported serious adverse reactions is 
relatively small, even in American studies (Petrouka, 
1987). Further, clandestine drugs may have con- 
taminants with separate toxic effects which cannot 
be ruled out in these reports (Noggle et al, 1985). 
We, however, report our experience from an area 
in which the use of ecstasy is common, which has 
caused concern; this report does not aim to be 
alarmist, but to stimulate further reports and 
research in a British context. 
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Delusional Parasitosis Associated with Phenelzine 


DOV AIZENBERG, BRURIA SCHWARTZ and ZVI ZEMISHLANY 


A woman developed delusional parasitosis when taking 
phenelzine. The delusion occurred in an agitated 
hypomanic state and was preceded by an intense 
pruritus. it completely remitted following withdrawal of 
phenelzine combined with a low dose of haloperidol 
(1 mg/day) for several days. This unusual psycho- 
pathology Is probably encountered more by derma- 
tologists than by mentai health professionals. 

British Journal of Psychiatry (1991), 159, 716-717 


Delusional parasitosis is a persistent condition in 
which the patient has an unshakeable belief that 
parasites or other small animals are living and 
thriving on or within the skin. These delusions are 
usually encapsulated; they are sometimes associated 
with a depressive disorder, but more often constitute 
a monosymptomatic psychosis (Gelder ef al, 1989). 
The incidence and prevalence of delusional para- 
sitosis is unknown but it is generally considered rare 
(Munro, 1980). Whether this condition constitutes 
a primary delusion or is an elaboration of a 
pathological experience such as paraesthesia or 
pruritus is a matter of debate (Munro, 1980; Berrios, 
1985). 

We report the case of a woman in whom we 
suspect delusional parasitosis was secondary to 
dermatological and behavioural side-effects of 
phenelzine. 


Case report 


Mrs B is a 77-year-old widow, and a mother of four children. 
She was born in Israel to a family of high socio-economic 
class, left school at 18, and married at 22. Her father died 
when she was 35 and she had a short period of depressive 
mood that remitted without any psychiatric treatment. The 
patient is described by her family members as an intelligent, 
active and cheerful lady. 

She was first admitted to hospital at the age of 62, when 
she had a major depressive episode. The clinical picture was 
dominated by multiple somatic complaints and suicidal 
thoughts. Up to her last admission she had had seven 
episodes of major depression. In the first three admissions 
she responded well to electroconvulsive therapy (ECT) and 
clomipramine. Following that she enjoyed a ten-year 
remission. During the last five years her admissions became 
more frequent, with less favourable response to tricyclic 
agents. During her last episode she was treated with 
phenelzine, up to 45 mg a day. The dose had to be reduced 
to 30 mg a day owing to orthostatic hypotersion, yet the 
patient was fully recovered after six weeks of therapy 


and complained only of mild somatic symptoms at 
discharge. 

'Two months later she felt itching sensations all over her 
body which soon turned into extensive pruritus. She started 
to scratch energetically and washed herself several times 
a day in the hope of getting some relief. She spoke about 
being infested by some sort of lice, and became increasingly 
obsessed with the ‘mysterious’ parasites, showing signs of 
increased agitation and decreased need for sleep. Some days 
later she refused to eat and suggested her daughter was to 
blame (‘‘She brings home the lice hidden in the food’’). 
Her delusional explanation was based on the fact that her 
daughter’s dog must be the source of her infestation. 

She was then brought to the psychiatric emergency room. 
She was very agitated, her affect was labile and hypomanic, 
and pressure of speech was noted, along with delusional 
content of ‘‘being infected with parasites’’. Orientation and 
all other components of mental state were intact. Skin 
lesions, caused by scratching, were prominent. 

Upon admission phenelzine was stopped gradually (15 mg 
for the next two days) and haloperidol (1 mg for the next 
ten days) was given. She was trying to convince the medical 
staff about the true nature of her complaints and even 
provided the crusts of her wounds, put into water, as 
evidence. Her condition improved rapidly and within several 
days she became free of symptoms and was sent home. She 
has resumed her previous functioning and there are no signs 
and symptoms of ‘parasitosis’. 


Discussion 


The pathogenesis of delusional parasitosis is still 
unknown. More than 100 years ago Perrin (cited in 
Berrios, 1985) proposed that pruritus and other skin 
symptoms play a role in the initiation of the disorder. 
Our patient had intense pruritus for over a week, 
after which she started to elaborate about the 
possible reason for her suffering, and soon. her 
thoughts became delusional. Ín this case the patho- 
genetic mechanism involved seemed to be secondary 
delusional elaboration of a real tactile experience, 
probably caused by phenelzine. 

Complaints of ‘parasitosis’ can be detected also 
in intoxication and withdrawal symptoms entertained 
among users of alcohol and illicit drugs. These 
phenomena are usually seen in a delirious state. Our 
patient was not in a state of delirium. As in other 
reported cases, her bizarre complaints contrasted 
with her sensibleness on other topics. Berrios (1985) 
suggested that patients with ‘parasitosis’ should be 
checked for occult neoplasm and other organic 
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causes. The patient had been examined many times 
by several physicians during the past few years as 
somatic complaints were one of the prominent 
symptoms accompanying her depressive episodes. All 
medical investigations, including a computerised 
tomography brain scan, were negative except for a 
mild microcytic hypochromic anaemia. 

The decreased need for sleep, pressure of speech, 
irritability and the hypomanic affect noted on 
admission are recognised side-effects of monoamine 
oxidase inhibitors (MAOIs) (Murphy, 1979; AMA 
Drug Evaluation, 1980; Dubovsky, 1987). These 
symptoms might be considered extensions of the 
pharmacological effects and may reflect overdose or 
individual sensitivity to the drug (Murphy, 1979; 
AMA Drug Evaluation, 1980). Skin rashes and 
paranoid psychosis have also been reported as rare 
side-effects of MAOIs (Murphy, 1979; AMA Drug 
Evaluation, 1980; Dubovsky, 1987). The sensitivity 
of our patient to phenelzine can be traced to 
several months before her last admission, when she 
developed orthostatic hypotension on a relatively 
low dose of phenelzine (45 mg/day). Then, on 
30 mg a day, the patient had fully recovered from 
her depression within six weeks of treatment. The 
age of the patient may contribute to the slower 
metabolism of phenelzine and to the increased 
sensitivity. 

A similar case of delusional parasitosis as a side- 
effect of phenelzine has been reported by Leibowitz 
et al (1978). In their case, as in ours, the patient first 
had painful itching all over the body and scalp, 
followed by the belief that her skin was infested by 
moving objects. Also in common is the time from 
initiation of treatment to the development of this 
side-effect (15 weeks in our case, 18 weeks in 
Leibowitz’s case), and the disappearance of symptoms 
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when phenelzine was withdrawn. The increased and 
specific sensitivity to MAO] in their patient may be 
suggested by the recurrence of the disorder within 
two days of reintroduction of a low dose (15 mg/day) 
of phenelzine and also after a therapeutic trial with 
pargyline. 

Differences with regard to the pathogenesis of 
delusional parasitosis do exist. In this case we suggest 
the role of phenelzine in producing this uncommon 
disorder. 
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The Co-existence of Erotomania and Capgras' Syndrome 


EL-TAYEB A. ZARROUK 


A case of secondary erotomania co-existent with 
Capgras' syndrome presented with features that have 
not been reported before. The case is suggested to be 
a variant of de Ciérambault’s syndrome. The role of 
cultural factors in altering the clinical picture is 
insignificant. 


British Journal of Psychiatry (1991), 159, 717-719 


Although many cases of erotomania have been 
reported over the years, very few cases differed 
phenomenologically from the classic description 
given by de Clérambault. In this syndrome, which 
occurs almost exclusively in women, the patient 
delusionally believes that a man, of higher social 
status, is deeply in love with her but will not admit 
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it. In de Clérambault's ‘fundamental postulate’, 
however, the victim of the patient's delusional love 
is ‘‘the first to fall in love and was the first to make 
advances’’ (Enoch & Trethowan, 1979). Two forms 
of the syndrome are often described. In the pure or 
primary form, which is considered to be rare, the 
onset is sudden, the victim of the delusion remains 
constant (Enoch & Trethowan, 1979), and the 
condition is not associated with other psychiatric 
disorders. Ellis & Mellsop (1985), however, question 
the existence of this form. In secondary erotomania 
the condition co-exists with other disorders. Several 
reports have described cases associated with schizo- 
phrenia (Evans et al, 1982), bipolar affective disorder 
(Remington & Book, 1984), mental retardation 
(Greyson & Akhtar, 1977), cortisone psychosis, 
epilepsy, meningioma and alcoholism (Doust & 
Christie, 1978), and senile dementia (Drevets & 
Rubin, 1987). 

In Capgras’ syndrome (also known as the illusion 
of doubles), first described by Capgras end Reboul- 
Lachaux in 1923, and reviewed by Enoch & 
Trethowan (1979), the sufferer, usually a woman, 
is strongly convinced that a person close to her has 
been replaced by an impostor (an identical double). 
The syndrome has been reported to occur most 
frequently in association with paranoid schizophrenia 
(Berson, 1983) and organic brain disorder (Kumar, 
1987). 

Although erotomania and Capgras’ syndrome are 
considered rare, they are increasingly reported in the 
world literature. The association of both syndromes 
with other psychiatric conditions has been widely 
documented. There are also a few repor-s of the co- 
existence of erotomania and Capgras’ syrdrome (e.g. 
O’Dwyer, 1990), erotomania, Capgras’ syndrome 
and folie à deux (Signer & Ibister, 1987), and 
Capgras’ syndrome and a variant of erotomania, the 
so-called ‘incubus syndrome’ (Pande, 1981). 

A case of secondary erotomania in a Saudi 
Arabian woman was reported by El-Assra (1989). 
This case is perhaps the second to be deszribed from 
this part of the world. 


Case report 


Information about the patient was first obtained from her 
eldest daughter, who said that her mother, the patient, was 
married 30 years previously and had three daughters and 
two sons. She came from a middle-class family and was 
illiterate. She had no remarkable medical history, and as 
far as the daughter knew there was no family history of 
mental illness. 

Seven years previously the mother had started to behave 
abnormally. She believed that her husband wes not her real 
husband, that they had been separated for years, and that 
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she was already married to another man. She believed her 
five grown-up children hated her and did not wish her to 
be happy with her imaginary husband, and that they were 
jealous of her. The daughter said that her mother would 
put on her finest dress and use excessive make-up (which 
she had rarely used before) and then would leave the front 
door ajar and sit on a chair awalting her ‘imaginary’ 
husband. On many occasions she would pick up' the 
telephone and, without dialling a number, start talking in 
a whisper. She regarded her real husband as if he were not 
there. She even took her things from the marital bedroom 
to her daughter's. She reluctantly agreed to see a religious 
healer (a Motawa), who supplied her with some herbs. This 
had no effect on her condition. 

A few days later, the patient, escorted by the same 
daughter and a son, presented at the out-patient department 
of the Al Ammal Psychiatric Hospital in Dubai, United 
Arab Emirates. As soon as they entered the consulting room 
the patient requested to be seen alone. She appeared to be 
in her early 50s. a black light veil covering her entire face. 
She was of normal build. She began by saying that what 
she was going to tell me was ‘‘very confidential and nobody 
must know about it". Then she picked up the telephone 
and dialled a number (without dialling ‘9’ in order to get 
an outside line). She started talking in a whisper, asking 
the ‘other party’ to come to the hospital ‘‘to meet the 
doctor’’. She said she was talking to the man to whom she 
was married and not to the ‘impostor’ living in their house. 
Then she mentioned his name and asked me to promise her 
not to reveal this to anyone. The name she gave was that 
of a well known businessman who, she said, secretly visited 
her at her house and slept with her. She added that she was 
five months pregnant. When asked about her real husband, 
she said he was a stranger to her and that she knew nothing 
about bim. She admitted she was hearing voices telling her 
that her real husband was an impostor and that her children 
wanted to make her suffer by not acknowledging her 
marriage to the delusional lover, and that they made her 
motions go loose to embarrass her in front of him. She 
added that they never succeeded in discouraging him from 
loving her. She said that all her furniture, jewellery and 
wardrobe were some of her secret wedding gifts. 

She was a quiet, coherent and pleasant middle-aged 
woman. She stubbornly refused to remove her veil, in 
observance of the local custom of covering the face in 
front of men. Apart from the delusions and hallucinations 
noted above, no psychotic features emerged. She was 
fully orientated and her memory, both short- and 
long-term, was not impaired. Physical examination and 
appropriate laboratory tests were within normal limits. 
A pregnancy test was negative. She refused to take 
medication, alleging that she was not ‘mad’, Attempts at 
persuading her to accept a trial dose of haloperidol made 
her very angry. She was given another appointment but she 
never attended. 


Discussion 


The patient reported here shows features typical of 
both erotomania and Capgras' syndrome in a setting 
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of paranoid schizophrenia. It is not clear which of 
the two syndromes appeared first; attempts at 
clarifying this have failed. Moreover, the patient's 
daughter was not able to give a chronological 
sequence of events regarding the onset and progress 
of either condition. In a report on the co-existence 
of the syndromes, O'Dwyer (1990) found that 
Capgras' syndrome occurred after a 25-year history 
of paranoid schizophrenia, and erotomania was 
earlier in onset than the Capgras delusion. 

'This case shows unusual features: the patient, 
according to the daughter, had never made any real 
attempts to see her victim or to communicate with 
him; the victim, on the other hand, had not been 
aware of her existence; the bizarre behaviour 
manifested, for example, in leaving the door ajar for 
her ‘lover’ to enter the house; the telephone 
*conversations'; and her allegation that she was 
married to her victim and was already five months 
pregnant. 

Some of the features of this case are similar to 
those found in a case reported by Pande (1981), 
where the patient suffered from a delusion of 
imposed sexual intercourse with an imaginary lover. 
In view of these peculiar features, this case should 
be regarded as a variant of de Clérambault's 
syndrome. It can perhaps be labelled as a case of 
imaginary-lover syndrome. The role of culture was 
found to be insignificant; there is little or no 
difference in the clinical picture of patients described 
in the West from those described so far in the Middle 
East (El-Assra, 1989). 
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Isolated Cataplexy of more than 40 Years’ Duration 


J. G. VAN DIJK, G. J. LAMMERS and B. A. BLANSJAAR 


For over 40 years, a 55-year-old woman had suffered 
from cataplexy, which had been mistakenly identified 
as hysteria. Sleepiness, hypnagogic hallucinations and 
sleep-onset paralysis were not present. This is the 
longest duration of isolated cataplexy reported so far. 
British Journal of Psychiatry (1991), 159, 719-721 


Excessive daytime sleepiness accompanied by charac- 
teristic imperative sleep attacks is commonly the first 
complaint in cases of narcolepsy. The 
other symptoms of the narcolepsy tetrad - cataplexy, 
sleep-onset paralysis and hypnagogic hallucinations - 


usually appear later in the course of the disease, 
although in many cases these symptoms will not 
appear at all, and sleepiness will be the only 
symptom. In a minority of cases cataplexy may, 
however, appear before sleepiness and even, very 
rarely, without it (Roth, 1962, 1980; Guilleminault, 
1976). 


Case report 


A 55-year-old unmarried woman presented with attacks in 
which she collapsed. The attacks usually occurred when she 
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laughed or was startled. As a result of the falls she had hurt 
herself on several occasions, including a fracture of the foot 
bones and a concussion. The attacks lasted for approxi- 
mately one minute, during which she remained fully 
conscious but could not move. During less severe attacks 
she could remain standing while supporting herself with her 
hands. At such times her head usually dropped forwards 
and her legs jerked. Loud noises alone did not result in an 
attack, and no startle-like movements of the head or arms 
occurred during the attacks. The attacks occurred weekly 
to daily, and she had had them for as long as she could 
remember; she was certain of attacks while she was at 
primary school (aged 6—12 years). 

She reported an ability to fall asleep easily, but she had 
never had imperative sleep attacks or excessive daytime 
sleepiness.-She slept approximately six hours a night, and 
was in the habit of taking a nap after dinner, but 
could forgo this. She had never experienced hypnagogic 
hallucinations or sleep-onset paralysis. No family member 
had similar complaints. She felt socially debilitated by the 
attacks, and avoided unfamiliar surroundings and events 
with possible emotional connections. Her complaints had 
repeatedly been classified as hysteria, which had induced 
her to stop seeking medical advice. She had now asked to 
be referred after she had read a description cf narcolepsy. 

Neurological examination, computerised tomography and 
routine electroencephalography showed no abnormalities. 
A 24-hour sleep recording, taken before the start of therapy, 
revealed a short (4.5-hour) sleep period accompanied by 
complaints of insomnia due to the recording. Rapid eye 
movement (REM) sleep latency measured from stage 1 was 
120 minutes. No daytime sleep was observed. In a multiple 
sleep latency test (MSLT), performed the following day, 
she reached stages 1 and 2 in all five periods (mean latency 
from lights out for stage 1, 5.9 minutes; stage 2, 11.2 
minutes). On three occasions she reached stage REM, with 
latencies of 10.5, 7 and 6 minutes, measured from the onset 
of stage 1. Her histocompatibility locus antigen (HLA) 
phenotype was DRWI5, DR2, DR3, DRW52, DQW6, 
DQWI, DQW2. 

Clomipramine (25 mg thrice daily) was prescribed, but 
had to be stopped because of side-effects and a lack of 


efficacy. Methylphenidate (10 mg thrice daily) resulted in . 


immediate success. During the subsequent 11 months she 
experienced only one possible attack. She was then admitted 
because of cardiac chest pains, and methylphenidate was 
discontinued. Frequent cataplectic attacks reappeared, 
causing frequent falls and much alarm. When methyl- 
phenidate was restarted under close cardiological supervision 
in a dose of 5 mg thrice daily the frequency of the attacks 
decreased; with 10 mg twice daily she experienced ' only 
occasional mild attacks. 


Discussion 


We classified the attacks as cataplectic on the basis 
of their character, their occurrence after emotional 
stimuli, and the lack of impairment of consciousness. 
The patient’s history provided no evidence of any 
of the other clinical symptoms of narcolepsy. The 
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positive HLA-DR2 test is compatible with a 
diagnosis of narcolepsy, in view of the high 
correlation between narcolepsy and this HLA 
subtype (Guilleminault ef al, 1988). It does not prove 
that narcolepsy is present, however, and HLA 
subtypes in isolated cataplexy have not been 
described. 

"The sleep latencies Of thie MSLT and de occurrence 
of sleep-onset REM sleep were abnormal, which may 
point to subclinical sleepiness. Sleep deprivation 
caused by the ambulatory sleep monitoring the night 
before cannot be ruled out, however. The MSLT 
findings confirm the patient's stated ability to 
fall asleep easily, but contrast strongly with the 
complete lack of any subjective daytime sleepiness. 
Guilleminault (1976) also .described a case of 
cataplexy without sleepiness (but with hypnagogic 
hallucinations and sleep-onset paralysis), in which 
REM-onset sleep and a short sleep latency on a 
standardised nap test contrasted with a lack of 
subjective sleepiness. Both cases suggest that short 
sleep latencies are not always a measure of subjective 
sleepiness, which may be absent in the face of 
objective evidence of sleepiness. In another case of 
isolated cataplexy (Guilleminault e? a/, 1988) a 
normal mean MSLT sleep latency of 9.4 minutes 
without sleep-onset REM was described. 

Isolated cataplexy may occur in two forms. Firstly, 
a rare familial form exists with an autosomal 
dominant mode of inheritance (Gelardi & Brown, 
1967; Vela Bueno et al, 1978; Hartse ef al, 1988). 
Nocturnal sleep recordings and. MSLTs were normal 
in the family reported by Hartse et al (1988). 
Secondly, it can occur as the first or sole symptom 
of narcolepsy. Roth (1962, 1980) reported that 31 
out of 360 narcolepsy patients (8.690) presented with 
cataplexy; sleepiness usually followed cataplexy 
within one year. Guilleminault et a/ (1974) described 
durations of two, four and six years in three women, 
and a duration from adolescence to 33 years of age 


: in another woman (Guilleminault ef al, 1988). Until 


now, the longest interval reported between the onsets 
of cataplexy and sleepiness was 19 years (Roth, 
1980). There seems to be a preponderance of women 
among cases of isolated cataplexy, but the rarity of 
the disorder precludes any conclusions regarding a 
relation to sex. 

Cataplexy is truly isolated in our case; never- 
theless, we agree with Roth (1980) who states that 
it is impossible to predict whether or not additional 
symptoms of the narcoleptic syndrome will make 
their appearance. We conclude that cataplexy may 
occur in an isolated form for very long periods, and 
suggest that isolated cataplexy represents a form of 
narcolepsy. The excellent response to methylphenidate, 
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the discrepancy between the MSLT findings and the 
lack of subjective sleepiness are further noteworthy 
features. As the failure to recognise the complaints 
as cataplectic has had a profoundly negative effect on 
our patient's life, we would like to draw attention to 
isolated cataplexy as a possible diagnosis in cases of 
unexplained falls, ‘fainting’ spells, and pseudoseizures. 
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Depression in Autistic Disorder 


M. GHAZIUDDIN and L. TSAI 


Depressive liness in a patient with Down's syndrome and 

autism responded to fluoxetine. The Importance of 

diagnosing superimposed depression In people with 
developmental disorders Is em 

British Journal of Psychiatry (1991), 159, 721-723 


Autism is a developmental disorder characterised by 
a marked impairment of reciprocal social interaction, 
Janguage and play. Although people with autism are 
no longer perceived as being incapable of experiencing 
emotions and feelings, clinical depression in this 
population has been rarely reported. Komoto et al 
(1984) described two adolescents with periodic mood 
swings; the symptoms resembled those of bipolar 
affective disorder and responded to carbamazepine. 
Gillberg (1985) described a patient with Asperger's 
syndrome, widely regarded as a mild variant of 
autism, who developed manic-depressive illness 
and also had a family history of that disorder. We 
present the case of a 17-year-old autistic boy who 
developed major depression. In addition to being 
autistic, this patient also had Down’s syndrome. 
'To our knowledge, no case of depression has been 
described in a person with both these developmental 
disorders. 


Case report 


M is a 17-year-old white boy with Down's syndrome. He 
lives with his parents and is the eldest of three children. He 
is classified as moderately mentally retarded and has a full- 
scale IQ of 48 on the revised Wechsler Adult Intelligence 
Scale (Wechsler, 1981). His verbal and performance IQs are 
52 and 49 respectively. On the Vineland Social Maturity Scale 
(Sparrow et ai, 1985) his social age is 6.3 years. He attends 
a special education programme for mentally retarded 
children. 

He was referred by his mother for aggressive outbursts 
and frequent spells of crying. The exact onset of the 
symptoms was not clear. However, it was reported that M’s 
behaviour started progressively worsening a few months after 
he changed schools. This was about a year before the referral 
He began to display aggressive outbursts and temper 
tantrums, at one time throwing a chair at his teacher, From 
being pleasant and even tempered, he became irritable and 
frequently cried. He would, for example, sit crying at the 
dinner table and refuse to eat. When asked why, he would 
say “M not happy," but could not elaborate. He had always 
enjoyed watching television with his family, but now he 
would often sit alone for long periods in his room, sometimes 
crying. His sleep pattern began to change. He would go to 
bed late and also wake up early, around 3 a.m. and wander 
around aimlessly. He became more social withdrawn, 
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refusing to go out. In addition, he started complaining of 
vague'physical complaints such as fatigue and facial pains. 
There was, however, no evidence of suicidal ideas. 

His family history did not reveal anythirg significant. 
There was no history'of mental retardation or any major 
mental illness such as depression. 

M had a full-term normal delivery. Because of his facial 
appearance, he had a chromosomal analysis at nine months 
and was diagnosed as suffering from Down’s syndrome. 
As an infant, he cried little and was regarded as a ‘good 
baby'. Although he sat at five months and started walking 
at 11 months, his speech was delayed - he spoke his 
first words at three years. At five years he could use only a few 
words but his receptive skills appeared better developed. 
He seldom used pronouns and always referred to himself 
by name. At the time of the referral, communication tests 
revealed that he had receptive language ability at about the 
four-year level. He was able to initiate two to three phrases, 
but had difficulty with longer units. He had dysfluencies 
and blocking on initial consonants, usually m a nasalised 
distortion. In addition, he had the habit of making 
irrelevant remarks, such as suddenly talking about television 
in the middle of a conversation about school, and showed 
both perseveration and echolalia. 

His play was described as repetitive and dull. As a child, 
he always carried a doll with him and at the time of referral 
showed an undue attachment to two toy ducks. He seldom 
joined in any group activity and if placed in a group would 
not participate. He did not have any friends. He liked 
listening to music but insisted on playing the same records. 

At interview, when asked how he was feeling, he repeated 
the question and replied: “M not happy". Although he 
seemed to take little notice of the examiner, he kept 
repeating the examiner’s questions. He made no attempt 
to look at the examiner. He sat rocking continuously but 
showed no other abnormal movements. He appeared 
depressed and showed some evidence of psychomotor 
retardation. There was no suggestion, however, that he 
suffered from any defect of thought or perception. 

He had not been diagnosed as autistic befcre referral to 
our clinic; however, based on the developmental history 
and the examination, it was felt that he met the DSM-III-R 
criteria (American Psychiatric Association, 1987) for autistic 
disorder: gross impairment in the ability to make peer 
relationships; marked abnormalities in content and form 
of speech such as echolalia and frequent irrelevant remarks; 
some undue attachment to objects; marked distress over 
changes, and insistence on following the same routines; and 
a restricted range of interests. The onset appeared to be in 
early childhood. On the modified'Autism Behavior Checklist 
(Krug et al, 1980), based on the information gained from 
both parents indépendently, he scored 69 and 66, which 
is close to the mean score of 77 obtained by Krug et al on 
their sample (Table 1). This check-list is not diagnostic of 
autism but can be used to support the clinical diagnosis. 

As this was the patient's first contact with our clinic and 
as some of the symptoms.such as social withdrawal and 
restriction of interests may also occur in autistic disorder, 
it was decided to follow his symptoms more closely. He 
was, therefore, reassessed after 12 weeks, at which point 
his mother reported a significant increase in his symptoms, 
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Table 1 
Scores on the Autism Behavior Checklist’ in each 
symptom area 
Symptom area Mean scores of Patient's scores 
Krug et as. —————————— —- 
autistic sample rated by rated by 
mother father 
Sensory 12.67 8 9 
Relating 23.99 8 8 
Body/object use 15.79 9 9 
Language 12.20 26 26 
Social 12.80 17 15 
Total | 77.49 68 66 


1 Krug et a (1980). 


especially in his crying spells and social withdrawal. An 
examination confirmed his deteriorating affect. On the 
Hamilton Rating Scale for Depression (HRSD; Hamilton, 
1960) he scored 14, although some of the items, such 
as guilt and subjective symptoms of anxiety could not be 
rated. This scale has been successfully used in persons 
with mental retardation, with the language simplified 
to ensure maximum comprehension (Kazdin et al, 1983; 
Reynolds & Baker, 1988). A diagnosis of a DSM-III-R 
major depressive episode was made based on ihe 
following symptoms: depressed mood, diminished interest 
in pleasurable activities such as watching television, 
insomnia, some decrease in appetite, fatigue, and psycho- 
motor retardation. After discussion with his parents, 
he was started on oral fluoxetine hydrochloride (20 mg 
daily). 

Four weeks later, he was reassessed. His mother reported 
that he was better. His crying spells decreased substantially, 
and for the first time in months he was seen smiling. He 
started eating his meals with his family and. was not 
spending as much time alone in his room. However, he was 
still having some difficulty going to sleep although he was 
no longer waking up early. At interview, he looked brighter 
but did,not say much. His HRSD score dropped to 7. 
However, when reviewed four weeks later, his mother reported 
that, although he continued to be generally stable in his 
mood, he was still having occasional crying spells and was 
also somewhat irritable. This may partly have been related 
to his father's going on a visit out of town, for which M had 
not been’ prepared in advance. At interview, there was no 
significant change in his affect. His HRSD score also stayed 
at 7. In view of.his persistent symptoms, it was decided to 
increase the dose of fluoxetine to 40 mg daily. S 

He was reviewed after a month, when he appeared brighter 
than ever before. He smiled spontaneously and said “M 
happy”. His crying had almost stopped and he had started 
watching television with his family again. His teachers 
were pleased with his improvement, especially with his 
new hobby, swimming. His sleep had also improved. His 
HRSD score had dropped to 4. Six months after his initial 
contact with our clinic, M continues to remain stable 
in his mood, although his autistic symptoms remain 
unchanged. 


DEPRESSION IN AUTISTIC DISORDER 


Discussion 


Assessment and diagnosis of depression in autistic 
persons poses particular difficulties. Some of the 
depressive symptoms, such as social withdrawal and 
reluctance to interact with others, may be mistaken 
for the core symptoms of autism. This is especially 
true of patients with coexisting mental retardation 
and gross problems with communication. This may 
explain why most reported cases of affective disorder 
in autism have been described in patients with higher 
levels of intelligence and better verbal skills. The above 
case shows that depression can be diagnosed and 
treated in less able patients as well. 

It is interesting that this patient, in addition to being 
autistic, also suffered from Down's syndrome. It is 
generally believed that autism rarely coexists with 
Down's syndrome. Indirect support for this view comes 
from an epidemiological study by Wing & Gould (1979) 
of social impairments in children under 15: of 30 
children with Down's syndrome in the sample, 27 were 
classified as socially severely retarded, one as aloof, 
one as passive and odd, and only one as autistic. The 
authors speculated that certain organic disorders, 
notably Down's syndrome, appeared to leave those 
functions of the brain intact which were responsible 
for the development of social interaction, but produced 
other cognitive deficits resulting in a sociable mentally 
retarded child. Yet, despite their stereotype of being 
friendly and sociable, it is now accepted that patients 
with Down's syndrome may also present with be- 
havioural problems. While most of these patients may 
have a pleasant and stable temperament, some appear 
to be restless, aggressive and difficult to manage 
(Gibson, 1978). Indeed, a wide variety of psychiatric 
disorders has been described in this population, in- 
cluding conduct disorder, depression and autism (Gath 
& Gumley, 1986; Bregman & Volkmar, 1988). While 
the coexistence of Down's syndrome and autism in 
our case may be entirely due to chance, it is possible 
that this association is more common than generally 
assumed, especially in those patients with Down's 
syndrome who present with behavioural disorders. 

Depression is a common psychiatric illness. 
Clinicians working with autistic and other develop- 
mentally disabled patients should be aware of its 
possibility, especially while assessing patients with 
behavioural problems. This is because, even in this 
population, its successful treatment, as in the present 
case, can lead to a substantial improvement in the 
quality of life. 
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Conditional probability and sibling sex 


Sir: The letter from Lacey et al (Jourral, August 
1991, 159, 291) is a good example of the misuse of 
Bayesian statistics. Assuming that men end women 
are equally represented in the population, the bien 
bility of a particular sibling being female is 5. Thi 
probability is unaffected by my knowledge as to 
whether other siblings are male or female, older or 
younger, bulimic or not, or whatever. Specifically, if 
there are two siblings and one is a female, the proba- 
bility that the other is female is 4; if I happen to know 
also that the elder sibling 1s female, this does not 
change the situation:at all. Any other conclusion 1s 
counter-intuitive, as Goodman (Journal, August 
1991, 159, 290) neatly illustrates. 

Referring to the original paper (onina, April 
199], 158, 491—494), it can now be seen that Table 2 is 
incorrect. The purpose of this table 1s to establish 
that bulimic females come from all-female sibships 
more often than expected by chance. The position of 
the index case within the sibship is clearly irrelevant 
to this question. Since all the index cases were female, 
the probability of an all-female sibship of two is 
simply the probability that the other sibling is female, 

e. 4. Similarly, the probability of an all-female 
sibship of three is (4), i.e. 1/4; of four, (4). i.e. 1/8; of 


five, (2, i.e. 1/16. If these figures are used, the 
expected numbers of such sibships become 40.5, 15.5, 
5.5 and 1.5 respectively, which are very similar to the 
Observed numbers of 45, 20, 6 and 2. This suggests 
that Lacey et al have not proved their hypothesis that 
bulimic girls come from all-female sibships more 
often than expected by chance: 
å PAUL BAILEY 
6 Rue Beau Village 
F-68730 Blotzheim 
France 


Sir: It seems clear that Dr Goodman is right in his 
critique of Lacey ef als data on the siblings of 
patients with bulimia nervosa (Journal, August 1991, 
159, 290). It is the authors who appear to be in error, 
both in the original article Journal, April 1991, 158, 
491—494) and in their reply (Journal, August 1991, 
159, 291). They argue that by chance alone bulimic 
women will be less likely to come from same sex 
sibships than mixed ones and try to prove this using: 
conditional probability theory. They point out that 
the possibilities for a sibship of two in the population 
are: MM, MF, FM, FF. If subjects of either sex are 
selected at random as cases then the probability of 
coming from any pair is 1/4 The authors are then 
correct in their statement that the conditional proba- 
bility of a sibship of two girls given that one 1s a girl is 
1/3 (i.c. 1/4 / 3/4). However, as their study involved 
women, prior selection has altered the probabilities 
of sibling pair occurrence. By including only women, 
thechance of them coming from an all-female sibship 
rises from 1/4 to 1/2 (all-female sibships contain two 
women and so are twice as likely to be selected as 
male-female ones). In a similar way, assume for sim- 
plicity that all the women in the population are taken 
as coming from sibships of two represented by MM, 
MF; FM, and FF. Fifty per cent of women would 
then be in an all-female sibling pair (even though 
only 25% of pairs are all female). In other words, 
women would be expected to have an equal chance of 
having a brother or a sister. Common sense tells us 
that this is so and it is not surprising that this is what 
Lacey et al found in their study. The authors should 
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reanalyse their data using probabilities that take into 
account the effect of single sex selection. : 

; Jonn T. O'BRrEN 
PSE - . 
Fulbourn Hospital 
Cambridge. CBI SEF 


Sm: Lacey et al (Journal, August 1991, 159, 291) have 
repeated their claim that female bulimics from two- 
child families would be expected, by chance, to have 
twice as many brothers as sisters. This erroneous 
claim led them to interpret their own data that 
brothers and sisters were roughly equally common as 
evidence that all-female sibships represent a risk fac- 
tor for bulimia. They are right, of course, that male- 
female sibships are roughly twice as common in the 
general population:as female-female sibships. They 
have forgotten, however, that they were twice as 
likely -to ascertain the latter since either sister could 
present at their clinic. Assume, for example, that 
bulimia led to clinic referral 1n 1 in 1000 females. 
Lacey et al would then have had a 1 in 1000 chance of 
including any sibship with just one female (such as a 
male-female sibship) but a 2 in 1000 chance of 
including any sibship with two females (assuming the 
risk was equal but independent for both sisters). 
After allowing for this unequal ascertainment, male- 
female and female-female sibships should have been 
equally. common in their sample. Since their results 
do not differ significantly from this expectation, their 
findings do not suggest that women from all-female 


sibships are at greater risk of bulimia. . 
EV A ROBERT GOODMAN 

Institute of Psychiatry . f 

De Crespigny Park 

Denmark Hill 

London SE5 8AF 

Apparent decrease in schizophrenia 


Sm: Eagles (Journal, June 1991, 158, 834-835) 
comments on the findings of Der et al (1990) as part 
of a growing body of evidence that suggests the 
incidence of schizophrenia is decreasing (e.g: Eagles 
et al, 1988). Methodological and diagnostic com- 
plexities notwithstanding, these observations are 
compelling, as they have been noted in both hospital 
(first-admission) and community-based populations. 

Eagles cites possible explanations for this phenom- 
enon, including changing environmental risk factors 
such as decreased perinatal injury and decreased 
prevalence and/or incidence of various infectious 
diseases. To this list we would like to add changing 
patterns: of exposure to illicit and recreational 
drugs. i 
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Bowers (1987) studied data from Connecticut state 
hospitals for the years 1967-1979 and concluded that 
an increase in first admissions of substance-abusing 
patients was followed in three to five years by an 
increase.in first. admission rates for schizophrenic 
and paranoid disorders. The association was particu- 
larly strong for young psychotic patients. Similarly, 
McLellan et al (1979) reported that five out of 11 
military veterans with stimulant and hallucinogen 
abuse requiring repeated hospital admission devel- 
oped psychotic disorders during a six-year follow- 
up. Psychoses were specific to stimulant. abusers 
when compared to patients abusing depressants and 
opiates. 

We agree with Eagles that study of the social and 
demographic features of the specific population 
which has shown the greatest decline of schizo- 
phrenia would be helpful in explaining this apparent 
decrease. Among those features worth investigating 
would be recreational drug use and its relationship to 
the incidence and course of psychotic illness in that 
population. 


Bowers, M B., Jr (1987) The role of drugs in the production of 

schuzophreniform psychoses and related disorders In Psycho- 
. The Third Generation of Progress (ed. H. Y 
Meltzer). New York. Raven Press. 

Der, G., Gupta, S & Murray, R M. (1990) Is schizophrenia 
disappearing? Lancet, 335, 513-516. 

EAGLES, J. M , HUNTER, D. & McCCANCE, C. (1988) Decline in the 
diagnosis of schrzophrenia among first contacts with psychiatric 
services in North-East Scotland, 1969-1984. British Journal of 
Psychiatry, 152, 793—798. 

MCLELLAN, A. T., Woopv, G. E. & O'BareN, C P. (1979) Develop- 
ment of psycluatric illness in drug abusers. possible role of drug 
preference New England Journal of Medicine, 301, 1310-1314 


Scorr MCCORMICK 
DoNALD C. GOFF 
Erich Lindemann Mental Health Center 
Massachusetts General Hospital 
Boston, Massachusetts 
USA 


The human brain and political behaviour 

Sm: Hugh Freeman's explanation of political 
behaviour in largely psychological — psychopatholo- 
gical terms made interesting reading (Journal, July 
1991, 159, 19-32). However, to extend the argument, 
“a crooked molecule behind a crooked thought” 
to “a crooked molecule behind a crooked policy” 
appears too simplistic, hardly capable of explaining 
any complex sociocultural phenomenon. 

The paper’s major thrust is that social and political 
changes result from individual actions, which are in 
turn influenced by personality and psychopathology. 
Although individuals as leaders do seem to change 
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the course of human societies, a particular social 
milieu throws up individuals who emerge as leaders 
at times conducive to change. The assumption that 
the influence of an individual on society is unidirec- 
tional is fallacious. A Germany fed on Nietzsche's 
philosophy and Wagner's music, unable to get over 
the World War I defeat, and reeling under intense 
unemployment and economic crises, could groom 
only a Hitler as its leader. 

Cultural and economic factors that influence 
social processes do not always lend themselves to 
psychological explanations. Ryle makes the interest- 
ing distinction in his example: if a man returns from 
the market with his pigs unsold because the price 
was lower than he expected, the explanation is 
economic. However, if he returns with his pigs 
because he would not sell them at any price to 
a customer with a certain look in h‘s eyes, the 
explanation might be psychological (Ryle, 1949). 

I suspect that political decisions which have 
proved disastrous are explained away as resulting 
from individual psychological maladies. In the same 
issue of the Journal, Meyer Lindberg explains how 
German psychiatrists connived with the holocaust. 
To explain collective wrongdoing on the basis of 
individual pathology may be attractive as well as 
relieving, but it does not bring us any closer to the 
real explanations behind sociopolitical changes. 


Ryze, G (1949) The Concept of Mind. Middlesex: Penguin Books 


à SWARAN P. SINGH 
Department of Psychiatry 
Queen's Medical Centre 
Nottingham NG7 2UH 


Sr: Your measured overview of the relationship 
between psychobiology and political institutions 
(Journal, July 1991, 159, 19-32) correctly warns us 
against the overinclusive theories evolved by the 
psychohistorians and our easy tendency to patholo- 
gise political movements and leaders o? whom we 
disapprove. Theself-serving nature of the accusations 
(both Bush and Saddam recently calling each other 
‘insane’) has done much to restrict the debate to the 
margins of both psychiatry and political theory: the 
psychiatrists now wary of retrospective diagnosis 
in the absence of its subject, the political scientists 
taking individuals as identical and interchangeable 
pieces in a social model which excludes biological 
variation. 

The theoretical pitfalls in the area are great, and 
the mistakes bizarre. In a well publicised report, a 
group of American psychiatrists argued that Senator 
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Barry Goldwater, then a candidate for the Presi- 
dency, was mentally unstable and were very nearly 
sued (Ballard, 1973). Similarly, the Press Council 
ruled that the Sun newspaper improperly published 
‘a psychiatrist’s’ opinion on the mental health of the 
Labour politician Tony Benn. On the whole, perhaps 
because psychopathology is a measure of 'differ- 
ence’, it is the innovators who tend to be perceived 
as insane, while the conservatives form the undif- 
ferentiated building blocks of the social theorist; 
Goldwater is (arguably) an exception. 

Beyond the dangers of facile denigration and the 
political use of psychiatric categories, it does appear 
that one of the reasons for our refusal to venture very 
seriously into this area is the incommensurability of 
biological and social paradigms, the one articulating 
causal-linear models which presume events indepen- 
dent of our apperception ofthem, the other incorpor- 
ating such characteristically human attributes as 
volition, identity, and memory. 

It seems to me that one way of proceeding here is to 
avoid simplistic overall models of the interrelation- 
ship of biological difference with social difference, 
and to examine in certain limited cases how our two 
paradigms impinge on each other in a single instance. 
We can either start from biology- what social 
facts does thyrotoxicosis embody and represent? — or 
from sociology — what psychobiological character- 
istics seem to ‘fit’ a given institution? A useful idea 
may be Max Weber's notion of charisma. Originally 
used to characterise “the social recognition of certain 
extrasocially sanctioned qualities imputed to the 
person of the leader" (Weber, 1958), charisma has 
become a rather degraded notion, taking on, in 
the hands of psychohistorians and sociologists of 
religion, simply an assumption of perceived 'per- 
sonality’, the other members of the social group 
becoming merely passive and credulous vehicles 
(following Le Bon's or Freud's notions of 'the 
Crowd’). 

To tease out the biological-social dialectic, we 
have to look at the social reflections of the biological 
data (what are local notions of idiosyncrasy, mad- 
ness or personality?) to get at the intervening 
(psychological) processes by which individuals dyna- 
mically form or reform social groups both through 
identification with those aspects of the suck innovator 
they shared but also through a structural opposition 
to those which they do not (Littlewood, 1991). 

The notion of the innovator simply as a charis- 
matic madman does not get us very far in examining 
how new political arrangements develop at certain 
times, while paradoxically it leaves the leader simply 
as one who shares and anticipates the personal 
dilemmas of his/her contemporaries and, solving 
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them for him/herself in eternal action in society, 
solves them for others (e.g. Erikson, 1958). Not only 
do. we have to recognise the biological fact as such 
but simultaneously look at the local (and our) 
procedures which construct it as a biological fact. 

The whole issue seems an interesting instance of 
current sociological concerns with the ‘structuring’ 
versus the ‘structured’, and one which reflexive devel- 
opments in post-modernist theory have opened up 
again. It may well be that psychiatry will have some 
place ın the debate, as predicted by the British 
psychiatrist W. H. R. Rivers in 1920. 


BALLARD, R. (1963) An interiew with Thomas Szasz Penthouse, 
October, 69—74. 

ERIKSON, E (1958) Young Man Luther New York Norton. 

LirTLewoop, R (1991) Pathology and Identity. Cambridge 
Cambridge University Press (1n press). 

Rivers, W. H R (1920) Instmct and the Unconscious. Cambridge 
Cambridge University Press 

WEBER, M. (1958) The sociology of charismatic authority In Essays 
(ed. M. Weber) New York Free Press 


ROLAND LITTLEWOOD 
Department of Psychiatry 
University College and Middlesex School of Medicine 
Wolfson Building 
Middlesex Hospital 


London WIN 8AA 


‘Compulsive’ water drinking in psychosis . . . 

Sm: Crammer (Journal, July 1991, 159, 83-89) 
outlines possible aetiological factors in polydipsia 
and water intoxication in psychotic patients. The 
association with psychotic symptoms suggests a 
common mechanism for both polydipsia and posi- 
tive symptoms. 

An alternative explanation in some cases could 
be that patients use water as ‘self-medication’. As 
Crammer says, the majority of polydipsic patients 
experience no ‘compulsion’ to drink, but actively 
wish to do so. For example, Crammer suggests that 
drinking water may be anxiolytic, and would assuage 
a neuroleptic-induced dry mouth. Patients have also 
been described who enjoy the effects of intoxication 
(Cooney, 1989). (Indeed, the black market trade 
in anticholinergics, ın some psychiatric hospitals, 
suggests a demand for cheap intoxicants!) A further 
possibility is that some of these patients have learned 
the trick of drinking to prevent subvocalisation, thus 
suppressing their auditory hallucinations (Forrer, 
1960; Falloon & Talbot, 1981). 

This suggests that we should not simply aim to 
contain or to control polydipsia. If there is reason to 
suppose that a patient's polydipsia might be intended 
as ‘medication’, we should consider interventions 
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that could substitute for the patient’s own attempts 
at treatment. 


Cooney, J A (1989) Compulsive water dnnkers British Journal of 
Psychiatry, 155, 266 

FALLOON, I.R H & Tarsor, R (1981) Persistent auditory halluci- 
nations. coping mechanisms and implications for management 
Psychological Medicme, 11, 329-339 

Forrer, G. R (1960) Effect of oral activity on hallucinations. 
Archives of General Psychiatry, 2, 100—103 


FRANCES KLEMPERER 
York Clinic 
Guy’s Hospital 
London SEI 9RT 


... and mentally handicapped people 


Sir: Bremner & Regan’s article (Journal, February 
1991, 158, 244—250) on the prevalence of polydipsia 
in the mentally handicapped was an important 
addition to the literature. It has been our clinical 
experience that this very serious problem is relatively 
common in this population. 

Drs Bremner & Regan conclude their article by 
suggestng that polydipsia be viewed as learned 
behaviour dependent upon a number of environmen- 
tal factors. They emphasise the need to develop more 
effective interventions. We would like to call readers' 
attention to recent behavioural treatment interven- 
tions. McNally et al (1988) used a simple behaviour 
modification procedure to eliminate polydipsia in an 
autistic woman with severe mental retardation and 
a history of water intoxication. The intervention 
involved positive reinforcement of behavioural 
alternatives to drinking water and a mild punish- 
ment contingency. The procedure was effectively 
implemented by direct care staff with only basic 
behaviour-modification training Polydipsia was 
eliminated in approximately six months, and gains 
were maintained after her discharge to a group 
home where she continued to reside polydipsia-free 
18 months after placement (McNally & Calaman, 
1989). More recently, Bowen et al (1990) have 
reported successful application of behavioural 
procedures to the treatment of polydipsia in a 
schizophrenic patient. 

Although controlled studies are needed to evaluate 
further the efficacy of behavioural interventions for 
polydipsia, case reports encourage the use of these 
procedures either alone or as an adjunct to medical 
interventions. 


Bowen, L., GLYNN, S. M , MARSHALL, Jr, B D , er al (1990) Success- 
ful behavioural treatment of polydipsa in a schizophrenic 
patient Journal of Behaviour Therapy and Experimental Psy- 
chiatry, 21, 53-61 
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Behavioural treatment of psychogenic polydipna. Journal of 
Behavior Therapy and Experimental Psychiatry, 19, 57-61. 

—— & — (1989) Preventing water intoxication: a reply. Journal of 
Behavior Therapy and Experunental Psychiatry, 20, 89-90 
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Negative symptoms of schizophrenia 

Sm: I read with interest Phillips et al (Journal, August 
1991, 159, 226-231) who reported that negative 
symptoms (as measured by SANS, Scale for the 
Assessment of Negative Symptoms) were prominent 
among both acute and chronic schizophrenics in 
China, and that during the acute phase they res- 
ponded significantly to neuroleptic treatment. They 
therefore recommended affirmatively that negative 
symptoms “were an integral part of all stages of 
schizophrenia", and “should be understood more 
clearly by clinicians who must include their system- 
atic evaluation in routine clinical examinations and 
consider their management in standard treatment 
protocols for schizophrenic patients”. We do not, 


however, see how such recommendations may be. 
': Even developers of negative symptoms scales have 


clinically useful. * 

Negative symptoms were poorly defined dies] 
entities (Kulhara & Chadda, 1987) until standard 
rating scales, which vary among themselves as to 
what they actually measure (de Leon er al, 1989), 
became available to make them measurable entities 
for researchers. Despite this, we find it clinically diffi- 
cult to discern the significance of negative symptoms 
among acute schizophrenic in-patients. Some of the 
items on the SANS, e.g. poor eye contact. decreased 
movement, blocking, unsatisfactory grooming and 
decrease in sexual or recreational interest appear 
to be multifactorial constructs that can occur, in 
particular, as secondary reactions to a relapse of 
positive symptoms. Another SANS item, namely 
inattentiveness, has actually been correlated to 
positive symptoms (de Leon et al, 1989). Further, a 
negative correlation between negative and positive 
symptoms previously found by Andreason has 
not in fact been replicated by others (de Leon et al, 
1989). 

Aetiologically, if negative symptoms dog as acute 
schizophrenia are strongly related or even secondary 
to positive rather than the ‘residual’ negative synip- 
toms that we commonly recognise, then -heir good 
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response to neuroleptics becomes understandable. 
Indirect support for this is provided by the positive 
correlation sometimes found between negative and 
positive symptoms (de Leon et al, 1989), and by Kay 
et al (1986) who showed that the genealogical and 
predictive implications of negative symptoms were 
phase-specific, with those occurring during the acute 
phase indicating a good prognosis. Therefore, even 
if phenomenologically similar, negative symptoms 
during acute and chronic schizophrenia may be 
aetiologically, therapeutically and prognostically 
different entities. If this is so, it becomes arguable 
whether it is useful to lump them under the same term 
and conclude, as Phillips et al did, that negative 
symptoms respond to neuroleptics and therefore 
“the schizophrenic type is mutable”. Instead, as the 
study had an impressively large sample of patients, 
it might be useful to correlate the two apparently 
different types of negative symptoms (i.e. phenome- 
notypes) with genetic or neurobiological factors (i.e. 
biotypes) in order to establish their validity in the 
complex schizophrenic syndrome. 

It is important to stress that negative symptoms 
are non-specific, and may occur in neurosis, per- 
sonality disorder and even healthy individuals. In 
particular, there is a great deal of resemblance 
between negative symptoms and the behavioural 
manifestations of depression, so that depressed 
patients can actually score higher than schizo- 
phrenics on the SANS (Kulhara & Chadda, 1987). 


astutely recognised that for acute young schizo- 
phrenics, depression rather than negative symptoms 
is being measured (de Leon et al, 1989). Phillips et al, 
however, made no attempt at all to assess depression 
which might have confounded the evaluation of 
negative symptoms, despite the fact that electro- 
convulsive therapy was administered to 1/6 of the 
patients. ' 

Clincians have, over the decades, been confused 
by the ever-changing systems of classifying schizo- 
phrenic symptoms suggested by research experts. 
Today, they consider residual negative symptoms 
usually after ‘the acute’ psychotic phase is over 
because of their empirical management and prognos- 
tic import. While negative symptoms, as measured 
during acute schizophrenia, may be of interest to 
researchers despite their questionable status, clin- 
icians should perhaps not be burdened with this until 
better proof is available. In any case, lin in 
Dementia Praecox and Paraphrenia was probably not 
referring to them. 

Kay, S R, FISZBEN, A., LINDENMAYER, J P., et al (1986) Positive 
and negative syndromes in schizophrenia as a function of 

chronicity Acta Psychiatrica Scandmavica, 74, 507-518 
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KULHAARA, P. & CHADDA, R. (1987) Study of negative symptoms in 
schizophrenia and depression Comprehensive Psychiatry, 28, 
229-235 

pe LEON, J., WtLsoN; W. H. & SnapsoN, G M (1989) Measurement 
of negative symptoms ın schizophrenia Psychiatric Development, 
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Hospital Anxiety and Depression Scale 


Sir: Chaturvedi (Journal, August 1991, 159, 298) 
claims that in his clinical study the Hospital Anxiety 
and Depression Scale (HAD Scale) could ‘hardly 
discriminate’ between anxiety and depression, and 
recommends that the two subscales be combined into 
a single score. Chaturvedi does not state whether he 
was using the HAD Scale in English in his Indian 
subjects, -or a translated version; nor whether he 
evaluated the linguistic, conceptual or scale equival- 
ence (Marsella, 1987) of the HAD Scale in the Indiis 
setting. - 

` With colleagues in Lahore (Pakistan), I fave 
considerable experience with the HAD Scale both in 
English and in our Urdu version (Mumford et al, 
1991a). The Urdu version is to be preferred unless the 
subject is very fluent in English: people generally 
express their emotional state better in their mother- 
tongue. In one study, medical out-patients in Lahore 
completed the HAD Scale in Urdu, and DSM-IH-R 
diagnoses. were made independently at interview 
(Mumford et al, 19915). Among 14 patients with 
depressive disorders, the mean HAD Scale anxiety 
Score was 12.9 and HAD Scale depression score was 
9.4; among 17 patients with anxiety and panic dis- 
orders the scores were 11.2 and 6.9; and among 23 
patients with no psychiatric diagnosis they were 6.8 
and 4.9 respectively. 

These results, are consistent with Chaturvedi's 
findings, but not with his conclusions. The HAD 
Scale depression (anhedonia) subscores were highest 
in the depressed patients, the most important clini- 
cal group to screen for; after excluding these 
patients, the HAD Scale anxiety subscores then 
successfully identified the anxiety and panic dis- 
orders. (High levels of anxiety among patients with 
depressive disorders is a common clinical finding.) 
In the whole sample, the HAD Scale anxiety items 
consistently correlated more highly with the anxiety 
subscore: than they did with the depression sub- 
score; and vice versa with the HAD Scale depression 
items. 
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Admittedly, the two subscales of the HAD Scale 
are not similarly calibrated and may require different 
cut-off scores for maximum screening efficiency. The 
fact that the authors have given two cut-off points 
(for possible and. probable clinical significance) 
underlines the arbitrariness of any threshold when 
traits are continuously distributed in a population. 
However using the 10/11 cut-off on both the anxiety 
and the depression subscales, we found that the 
HAD Scale identified patients with DSM-III-R dis- 
orders in Lahore medical clinics with a sensitivity of 
83% and specificity of 78%. 

The HAD Scale does not discriminate perfectly 
between anxiety and depression partly because it 
only taps the subjective component of the mood 
disorders. The HAD Scale was designed as a brief 
screening instrument for medical patients with 
concurrent physical illness. It is not a comprehensive 
inventory of anxiety or depressive symptoms and 
signs; it should not be used alone to make a clinical 
diagnosis, but only to indicate the probability of a 
psychiatric disorder being present. In my view, the 
HAD Scale fulfils this function satisfactorily both in 
Britain and in Pakistan. 

MARSELLA, A.J (1987) The measurement of depressive experience 
and disorder across cultures In The Measurement of Depression 
(ed A.J Marsella). New York Guilford Press 

Munporp, D B., TAREEN, I A K., Bawa, M A Z. et al (1991a) 
The. translation and evaluation of an Urdu verson of the 
Hospital Anxiety and Depression Scale. Acta Psycluatrica 
Scandinavica, 83, 81-85. 

——, ——, Baarn, M R, et af (19915) An investigation of 
‘functional’ somatic symptoms among patients attending hospi- 
tal medical chnics in Pakistan: II Using somatic symptoms 
to identify patients with psychiatric disorders. Journal of 
Psychosomatic Research, 35, 257—264 
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Neuroleptic Malignant Syndrome 
Sm: We read with interest White & Robins’ reply to 
our letter (Journal, June 1991, 158, 858—859), Dalkin 
& Kennedy's views on catatonia and neuroleptic 
malignant syndrome (NMS) (Journal, June 1991, 
158, 859) and Otani et als “Is the predisposition 
to neuroleptic malignant syndrome genetically 
transmitted?" (Journal, June 1991, 158, 850—853). 
Dr Otani's cases illustrate the diagnostic dilemma 
that Drs White & Robins expressed about catatonia 
and NMS. In the three cases of a mother and her two 
daughters who were diagnosed to have NMS, the 
mother had an episode while not on neuroleptics and 
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another episode in which her catatonia and fever 
improved with ECT. The younger daughter also 
had an episode of fever and autonomic instability 
without rigidity with no neuroleptics. (Castillo 
suggested that muscle rigidity may be absent in lethal 
catatonia). These cases could be diagnased as lethal 
catatonia rather than NMS. 

Drs Dalkin & Kennedy, and Drs White & Robins, 
stated that the two conditions are indistinguish- 
able on clinical grounds and the pathophysiologies 
are similar, although others (Castillo et al, 1989; 
Fleischhacker et al, 1990) attempted to differentiate 
between the two conditions. Fleischhacker believes 
that many patients, having been started on neuro- 
leptics, diagnosed as NMS, might actually have been 
lethal catatonia. Is it possible that we are diagnosing 
the same condition that was first described by 
Calmeil ın 1832 and numerous times thereafter as 
NMS when neuroleptics are prescribed, and as lethal 
catatonia when they are not? 

Drs Otani et al mentioned in their paper that they 
could not find any reports on familial NMS in the 
literature. Stauder, in his original description of 
lethal catatonia, reported a family history of 
catatonia, including lethal catatonia, 1n half of his 
27 cases. 

Casto, E., Rusin, R & Hotsser TRASCHLER, E. (1989) Clinical 
differentiation between lethal catatonia and malignant neuro- 
leptic syndrome American Journal of Psychiatry, 146, 324—328 

FLESCHHACKER, W W, UNTERWENGER, B, KANE, J M., et al 
(1990) The neuroleptic syndrome and its differentiation from 
lethal catatoma, Acta Psycluatrica Scandinavica, 31, 3-5. 


STAUDER, K H. (1870) Die todliche katatonie. Archie fur Psychiatrie 
und Nervenkrankheiten, 102, 614-634 
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Psychiatrists and citizens 
Sm: Dr Jim Birley's Presidential Address of July 
1990, reproduced in the Journal (July. 1991, 159, 1-6) 
is elegant, erudite, eloquent and timely. 

At the first William Sargant Lecture, in July 1991, 
1n the presence of Dr Sargant’s widow, Dr Birley, in 
giving the vote of thanks to the speaker, chose to 
recall, as risible, Dr Sargant’s objection to the 
Modecate study as unethical (Hirsch et al, 1973). 
This was a study carried out at the Institute of which 
Dr Birley was dean. The consent of the patients was 
neither sought nor obtained, the families were not 
informed and the general practitioners not asked to 
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approve. Sixty-six per cent of the patients on placebo 

relapsed. 

What makes Dr Sargant’s observance of the “God 
given condition of eternal vigilance” a matter for 
levity, if not scorn? Does not Dr Sargant’s action 
more appropriately “Deserve the love and thanks of 
man and woman”? (Paine, 1778). 

Is there a price to be paid for thinking that ‘eternal 
vigilance’ begins at home? 

Hirascn, S. R, Gamp, R, RoHDe, P. D, et al (1973) Outpatient 
maintenance of chronic schizophrenic patients with long acting 
fluphenazine double-blind placebo trial British Medical Journal, 
1, 633-637. 

Pate, T. (1778) Crisis. 
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Frégoli transformed 


Sir: We read with interest the report by O'Sullivan & 
Dean (Journal, August 1991, 159, 274—277) of four 
cases of the Frégoli delusion occurring in puerperal 
illnesses. Previous references in the literature to 
delusional misidentification in this setting mentioned 
only the Capgras type (e.g. De Leo et al, 1985). 

However, the descriptions of the patients, as 
reported, do not correspond to the classic one of 
Courbon & Fail The hallmark of the Frégoli 
phenomenon is the delusional misidentification of 
familiar persons disguised as others. By our reading, 
all four cases could have exhibited the phenomeno- 
logically related, but much rarer, intermetamorphosis 
delusion, which refers to the conviction that a key 
person has been physically transformed into another. 
Of course, patients often show an admixture of 
symptoms, which may make the exact delineation 
of phenomenology something of an exercise in 
sophistry. : 

Over the last seven decades, a plethora of mutually 
incompatible, psychodynamic explanations, reflect- 
ing the imagination and conceptual frameworks of 
individual authors, have been invoked to account for 
the Capgras and other delusions of misidentification. 
However, as Guze (1988) has succinctly pointed 
out, the psychotherapeutic process is intrinsically 
incapable of establishing the causal basis of psycho- 
pathology, and aetiological hypotheses generated 
during therapy are therefore of doubtful validity 
unless tested critically outside this situation. Of 
course, this does not imply that psychosocial factors 
do not play a part in the development of the content 
of such delusions — what remains to be proven is that 
such factors are necessary and sufficient. 
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We therefore question the importance Drs 
O'Sullivan & Dean attach to ambivalence arising 
with childbirth in the pathogenesis of their patients’ 
delusional beliefs. By their account, at least three of 
the four patients were, premorbidly, well adjusted 
individuals, and all eventually made a satisfactory 
recovery. No corroborating evidence is offered to 
support the authors' hypothesis and no allowance 
is madé for the possibility that the content of the 
delusions might have been a clinical manifestation of 
the psychotic illness itself rather than a special clue 
to its aetiology. A more plausible and parsimonous 
explanation, at the level of both phenomenology and 
understanding, would be in terms of their patients' 
attempts to make sense of a world perceived as 
disturbed, thereby entering or escaping mto what 
appears to be a delusional interpretation of events. 
There are important implications too, particularly 
if it ıs assumed that delusional misidentification is 
basically a love-hate conflict, resolved by directing 
ambivalent feelings to an imagined double, and that 
successful treatment requires the person implicated 
to change his or her attitude towards the patient. 

Finally, the authors note the risk of violence 
associated with delusional misidentification. Since 
the reviews by Fishbain (1987) and de Pauw & 
Szulecka (1988), further reports have confirmed the 
potential danger such patients could pose to others 
(e.g. Driscoll et al, 1991), including political figures 
(Silva et al, unpublished). 


De Leo, D , GALuiaton, S & Maan, G (1985) A case of Capgras 
delusion presenting as a postpartum psychosis. Journal of Claucal 
Psychiatry, 46, 242-243 

pe Pauw, K W. & SzULECKA, T. K. (1988) Dangerous delusions 
violence and the misidentification syndromes. British Journal of 
Psychiatry, 152, 91-96 

DRISCOLL, R , CHITHIRAMOHAN, R & BROCKMAN, B (1991) Capgras 
syndrome, mania and delusionally motivated assaults Journal of 
Forensic Psychiatry, 2, 49-57 

Fisnpam, D A (1987) The frequency of Capgras delusions in a 
psychiatric emergency setting Psychopathology, 20, 42-47 

Guzz, S B. (1988) Psychotherapy and the etiology of psychiatric 
disorders Psychiatric Developments, 3, 183-193. 
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Promoting the correct use of psychotropic drugs 


Siz: I am a physician from Pakistan and have spent 
20 years with the World Health Organization 
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(WHO) in Geneva trying to meet WHO objectives by 
assisting member states in co-operation with con- 
cerned United Nations agencies in promoting efforts 
to obtain maximum benefit from a pharmaceutical 
product and to prevent any harm the substance 
might be capable of producing. For the last 14 years I 
have concentrated on psychoactive substances. 

I read with great interest the letter of the late Dr 
John Dunne (Journal, July 1991, 159, 156). Dr 
Dunne concluded that, although pharmacotherapy 
has made a major contribution to psychiatric treat- 
ment, it does not alleviate the need for the human 
therapeutic process. What he tells us is that valuable 
drugs can be discredited by misuse I share his views 
entirely. 

My work in the last 14 years, as Chief of Psycho- 
tropic and Narcotic Drugs was primarily to assess 
the benefit and risk ratio for psychoactive sub- 
stances. In addition, I investigated the role a 
doctor, invariably in the company of a pharmacist 
and a nurse, can play in promoting the rational use of 
these drugs. A wide-ranging analysis of what can be 
done to reduce the misuse of psychoactive drugs 
without compromising appreciation of their thera- 
peutic value is given by Ghodse & Khan (1988) Their 
book 1s not only to help doctors but also their 
other equally important partners, t.e. pharmacists 
and nurses. It has been translated into many other 
languages, as well as English and French. 

Another publication, The Rational Use of Psycho- 
active Drugs with Special Emphasis on Tranquillizers 
in Psychiatric Settings by Vartainen et al (1987) 
is based on a meeting debating the issues of use 
of psychotropic drugs in general medical practice. 
It was evident that the majority of doctors who 
prescribed these drugs were not psychiatrists. It 
was also believed that efforts to strengthen further 
medical education of doctors in rational prescrib- 
ing was the key to the solution of the problems 
associated with their use. An interaction between 
psychiatrists and other specialists, as well as general 
medical practitioners, was considered essential 

At the second regional meeting of the Royal 
College of Psychiatrists which met in Islamabad, 
Pakistan in December 1990, I raised the issue that 
there is a need for the College to prepare written 
material for the guidance of general medical prac- 
titoners who prescribe psychotropic drugs more 
often than psychiatrists. I was assured that the 
College will seriously consider this proposal 

Thus the views of the late John Dunne are valuable 
and need to be seriously considered in all corners of 
the world. 


Guon, H. & Kuan, I. (1988) Psychoactive Drugs Improving 
Prescribing Practices. Geneva WHO 


732 


VARTAINEN, M E, Morozov, X & KHAN, I. (1937) The Rational 

Use of Psychoactive Drugs with Special Emphasis on Tranquil- 

'lizers in. Psychiatric Settmgs (Excerpta Medica International 
Congress Series, 739) Amsterdam: Elsevier 
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Affect logic 


Sir: The current resurgence of interest in mental 
mechanisms and in unconscious mental processes is a 
healthy development in modern clinical psychiatry. 
It should help to redress the balance between the 
biological and psychological exploration of mental 
illness and to facilitate the correlation of psycho- 
pathology and the pathophysiology of the brain. 
Ciompi's erudite paper on affect and the psyche 
(Journal, July 1991, 159, 97-105) is a heartening 
addition to the literature. 

The author proposes a possible basis for a new, 
inclusive, three-level, functional model of the 
psyche. Most psychiatrists would agree that human 
behaviour 1s produced by some underlying psycho- 
logical structure. It is impossible, however, to infer 
the complete details of this mechanism and we must 
content ourselves with formulating more general 
hypotheses (Deutsch, 1962), and reconstructing the 
more important, albeit more abstract, design of the 
mechanism whose external behaviour we observe 
Ciompi succeeds admirably .in finding the middle 
road between the absurdities of the pseudo- 
psychologist.and the sterility of positivism run wild. 

I was disappointed with the discussicn of develop- 
mental jssues and their considerable influence on the 
functioning of the psyche. The inner life of the mind 
can only be understood as a development from 
something more primitive 1n every man’s behaviour. 
The valuable contribution of psychodynamic theory. 
received only scant recognition despite the fact that 
the author was stalking mutual hunting . grounds 
(Gottschalk, 1990). Furthermore, little was said 
of the role of language in general. Human beings 
are from the beginning recognised as potential 
language-users, and as potential observers of social 
conventions which they will later learn to formulate. 
The conditions of application of the vocabulary of 
feelings to human beings are determined by the fact 
that two capacities — the capacity to control. their 
inclinations, and the capacity to identify their 
inclinations, and their circumstances, in words — are 
gradually developed together (Clark & Clark, 1977). 

Ciompi's 'new' psychosocial/biological model 
bears a striking resemblance to the ideas and theories 
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expounded by the 19th-century French psychiatrist 
Pierre Janet (1889) and the German psychiatrist 
Albert Eulenberg (1878). Janet was the first to 
systematically study dissociation as the crucial 
psychological process with which the organism 
reacts to overwhelming experiences and show that 
traumatic memories may be expressed as sensory 
perceptions, affect states, and behavioural re- 
enactments. Janet provided a broad framework 
that unifies into a larger perspective the various 
approaches to psychological functioning which have 
developed along independent lines in this century. 
Eulenberg believed that ‘psychic shock’, in the form 
of sudden vehement emotions such as terror or 
anger, could better be called psychic trauma. He 
regarded this 'sudden action of vehement emotions' 
as an actual molecular concussion of the brain, 
which he likened to the -commotio cerebri postu- 
lated in physical trauma. Ciompi's formulation 
should be welcomed not.as a new theory but as a 
rediscovery and improvement of these 19th-century 
contributions, 

Finally, concerning the psychiatric applications 
of the proposed model, the author confines his 
discussion to possible uses in the psychoses. Poten- 
tial applications in the study of the dissociation 
disorders, post-traumatic stress disorder and per- 
sonality disorders, especially borderline states, go 
unmentioned. Hopefully this will be addressed in 
future contributions! 


DEUTSCH, J A (1962) The Structural Basis of Behaviour, Cambridge 
Cambridge University Press 

GoTTSCHALE, L. A. (1990) The psychotherapies. in the context of 
new developments in the neurosciences and biological psychiatry. 
American Journal of Psychotherapy, 44, 321—339 

CranE, H. H. & CLARK, E. V (1977) Psychology and Language New 
York: Harcourt Brace Jovanovich. 

JANET, P. (1889) L’automatisme psychologique. essa: de psychologie 
experumentale sur les formes inferieures de l'activité humaine. 
Paris Felix Alcan (Paris Societe Prerre Janet/Payot (1973)) 

EULENBERG, A. (1878) Lehrbuch der Nervenkrankheiten, vols 1, 2. 
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Exposure therapy for PTSD 

Sm: Richards & Rose (Journal, June 1991, 158, 
836—839) describe a treatment programme for post- 
traumatic stress disorder (PTSD), but use outcome 
measures for depression, phobic anxiety and social 
adjustment. This is.clearly a problem in PTSD 
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research, where comorbidity with other Axis 1 diag- 
noses, particularly depression and anxiety disorders, 
is extremely common. The authors do not specify 
their diagnostic criteria (even for PTSD); however; 
none of their cases would appear to have a diagnosis 
of PTSD alone. All seem to have a depressive dis- 
order and cases 1, 2 and 4 probable panic disorder. 
Case 3 may have generalised anxiety disorder. It 
seems to make little sense to study treatment 
outcome in PTSD using measures specific to other 
disorders whch may well be present at the same time. 
I would therefore suggest that, before worrying 
whether in vivo or imaginal exposure is more effec- 
tive, futüre research should use more appropriate 
outcome measures for PTSD and carefully define 
what combination of disorder is present initially. 


r z M. R. BAGGALEY 
Psychiatric Department © 

BMH Iserlohn | 

BFPO 24 


Admission rates, detention rates and socioeconomic 
deprivation 


Sm: It is now recognised there is a strong reletónitlp 2 


between psychiatric admission rates and social depri- 
vation, and that psychiatric admission rates tend to 
be higher in urban than in rural areas (Hirsch, 1988; 
Thornicroft, 1991). We report the relationship not 
only between deprivation and admission rates, but 


also compulsory detention rates, by comparing and 


contrasting in Scotland a largely rural (Dumfries and 
Galloway Region) with a largely urban (Renfrew 
District) area... 

Data on the total Rumbo: of admissions and 
compulsory detentions by postcode sector for the 
years 1987, 1988 and 1989 were obtained for the two 


hospitals that serve the areas, namely. Crichton. 


Royal, Dumfries, and Dykebar, Paisley. Detention 
rates refer to patients admitted from the community 
and do not include those admitted informally and 
subsequently detained. For each postcode sector, 
yearly rates of admission and detention were deter- 
mined, and the level of correlation with both Jarman 
(JI) (Jarman, 1984) and Carstairs (CI) (Carstairs & 
Morris, 1989) indices of socioeconomic deprivation 
calculated; the latter index is more indicative of 
materiàl deprivation: 

The trend was that postcode areas served by 
Crichton Royal were less deprived than those served 
by Dykebar; this reached: statistical significance 
using Carstairs (P«0.05) but not Jarman scores. 
Correlations between rates of admission and 
deprivation varied ‘between hospitals, being high 
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and statistically:significant at Dykebar (J1+0.66, 
P «0.001; CI --0.56, P 0.001) but low at Crichton 
Royal (JI+0.20, NS; CI 4-0.16, NS). Correlations 
between rates of detention and deprivation indices 
were broadly similar for both Crichton Royal 
(JI--0.51, P«0.01; CI--0.31, NS) and Dykebar 
(J14-0.54, P «0.01; CI --0.45, P 0.01). As rates of 
compulsory detention might simply reflect rates of 
admission, a partial correlation was calculated 
between rates of detention and the Jarman and 
Carstairs scores, holding rates of admission steady. 
The partial correlations at Crichton Royal were 
higher (JI2-0.48, P<0.01; CI+0.27, NS) than in 
Dykebar (JI +0.27, NS; CI 4- 0.19, NS). 

The Dykebar results pertaining to admission rates 
and deprivation are in line with findings in English 
urban hospitals. It has also been shown in Scotland 
that there are strong gradients in admission rates by 
deprivation category for all psychiatric admissions 
and specific psychiatric illnesses (Carstairs & Morris, 
1990). At Crichton Royal, therefore, there must be 
other factors which swamp the effect social depri- 
vation has on admission rates. Although there are 
various possibilities, two deserve mention. Firstly, 
Crichton. Royal serves a somewhet less deprived 
area than Dykebar. Perhaps general practitioners 
working in such an area are influenced less by social 
deprivation when requesting admission for the men- 
tally ill. Secondly, and probably more importantly, 
geographical accessibility to Cnchton Royal is diffi- 
cult, with some parts of the catchment area 80 miles 
from the hospital. Rapid access to out-patient and 
domiciliary assessment in some areas is difficult; 
admission to in-patient care may be the only answer. 

Partial correlations showed that rates of detention 
were more strongly associated with social depri- 
vation at Crichton Royal than at Dykebar. Perhaps 
in the former's.catchment area, general practitioners 
avoid the need for detention in many cases by using 
the better support systems. Where such support sys- 
tems are especially poor, that is, in the areas of 
greater social deprivation, detention will be more 
likely. The weaker association at Dykebar between 
rates of detention and social deprivation is hard to 
explain. 

When compared with the Jarman index, the 
associations between the Carstairs index and rates of 
admission and detention were much weaker. How- 
ever, Jarman and Carstairs indices measure different 
things. The Jarman index probably reflects poorer 
social support (for example, single parent house- 
holds) than the Carstairs index which is more 
indicative of economic deprivation (for example, 
people with no car). It is likely that levels of support 
rather than material wealth influence rates of 
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admission and compulsory detention to a psychiatric 
hospital. 


Carstams, V. & Moras, R. (1989) Deprivation: explaining differ- 
ences in mortality between Scotland and England and Wales. 
British Medical Journal, 299, 886—889 

—— & ——- (1990) Deprivation and health in Scotland. Health 
Bulletin, 48, 162-175. 

HrmscH, S. R. (1988) Psychiatric Beds and Resources Factors 
Influencing Bed Use and Service Planning. Report of a Working 
Party of the Section for Social and Community Psychiatry of the 
Royal College of Psychiatrists, pp. 4-13 London: Gaskell. 

JARMAN, B. (1984) Underprivileged areas: valida-ion and distri- 
bution of Scores British Medical Journal, 289, 1587-1592 

Tuornicrorr, G (1991) Social deprivation and rates of treated 
mental disorder British Journal of Psychiatry, 158, 475-484 
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Depression and polycythaemia 

Sm: The article by Murray & Hodgson (Journal, 
June 1991, 158, 842-844), regarding a patient with 
depression and polycythaemia, emphasises the 
potential for cerebral ischaemia in this disease which 
we have noted can cause psychiatric symptoms (Aker 
et al, 1990). This is brought about by the mechanism 
of blood sludging which can be reversed or prevented 
by anticoagulant therapy (Knisely, 1968). 

We have found the use of anticoagulant therapy 
very useful for dementia ‘due to arteriosclerosis 
(Walsh et al, 1972), and see no reason why it would 
not work well in polycythaemia patients who do not 
respond to venesection. It would be well worth a trial 
before resorting to electroconvulsive therapy. Since 
this approach focuses on relieving the primary cause 
of the mental upset, cerebral ischaemia, the results 
could be far superior to ECT. 


Axes, J.B, WALsH, A & Beam, J. (1977) Mental Capacity. Medical 
and Legal Aspects of Aging (1990 annual supplement) Colorado 
Springs, CO: Shepard's/McGraw-Hill. 

KwrszLY, M. H. (1968) Intravascular aggluination (blood 
sludging). In Handbook of Physiology Baltimore, Md: Willlams 
and Wilkins 

Wats, A. C., Warsa, B. & MELANEY, C. (1972) Senile-presenile 
dementia follow-up data on an effective. psychotherapy- 
anticoagulant regimen. Journal of the American Geriatric 
Society, 26, 467-470 


ARTHUR C. WALSH 
161 N. Dithridge Street 
Pittsburgh 
Pennsylvania 15213 
USA 


CORRESPONDENCE 


What's in a name? 


Sir: Power-Smith (Journal, August 1991, 159, 296) 
was bemused with the term ‘Consultant Physician 
(Mental Health)’ and canvassed for other appel- 
lations. The following are lists (Walter, 1991) of 
formal and slang terms which have, at various times, 
been used to designate members of our profession: 


(a) Formal appellations. clerical mad doctor, 
psychopathic practitioner, alienist, mental 
hygienist, psychiatrist, psychotherapist, ther- 
apist, psychoanalyst, analyst, nerve specialist, 
mental specialist. , 

(b) Slang appellations: mad-doctor, nut-doctor, 
Jooney-doctor, crazy-doctor, bug-doctor, 
squirrel-doctor, psycho, psyche, psych, 
sickey-ackey, sky-high-atrist, headpeeper, 
couch-doctor, trick-cyclist, headshrinker, 
shrinker, shrink, straightener. 


The number, range and nature of such designations 
attest historical changes in the treatment of mental 
iliness, euphemistic influences and the ambivalent 
attitude displayed towards those who manage men- 
tal illness. Other factors may also play a part. It may 
not be coincidental that the word ‘psychotherapist’ 
became fragmented into ‘psycho, the rapist’ (Mackay, 
1990) in Australia at a time when there was a much 
publicised case of therapist-patient sexual contact. 
The relevance to our profession is that the mainten- 
ance of moral and ethical standards of care may not 
prevent the introduction of unsavoury appellations 
but will also not actively encourage them. 


Macxay, C. (1990) Between the lines. The Sydney Daily Telegraph, 
May li. 

WALTER, G. (1991) The naming of our species: appellations for the 
psychiatrist. Australian and New Zealand Journal of Psychiatry, 
25, 123-128. 
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Monozypotic male triplets discordant for psychosis 
Sm: Differences in brain morphology between 
monozygotic twins discordant for schizophrenia 
suggest brain damage as a cause of the psychosis. I 
report a rare occurrence, a persisting schizoaffective 
psychosis in one of monozygotic male triplets with 
MRI findings suggesting abnormality in the unaffec- 
ted siblings. The diagnoses were made with the 
Schedule for Affective Disorders and Schizophrenia 
(SADS). . 

The triplets were born of a healthy 19-year-old 
married woman. The normal pregnancy ended at 36 
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weeks 1n an uncomplicated six-hour labour and the 
delivery of three healthy boys. Their birthweights, in 
birth order, were 1.91 kg (4Ib 4oz), 1.77 kg (31b 
15 oz) and 1.77 kg (3 Ib 15 oz). No neonatal disorders 
of consequence were recorded in the maternity book 
or recollected by the mother. 

They have been proven monozygotic by DNA 
fingerprinting: zygosity, determined by CELL- 
MARK Diagnostics, used the multilocus probes 
33.15 and 33.6 on a sample of venous blood from 
each triplet, and the three sets of 48 bands identified 
were identical. 

The second-born developed a major depression at 
32 years of age, which failed to respond to drugs and 
psychotherapy. Six months after onset, delusions, 
hallucinations and passivity experiences occurred 
which required in-patient care, neuroleptics and 
ECT. Three years on, medication with neuroleptics 
and lithium continues to be required to control 
delusions and depressed mood. Employment has 
failed. Both siblings remain well apart from inter- 
mittent episodes of depression not severe enough to 
interfere with work. 

The mother has a history of intermittent depressive 
disorder and two episodes of major depression. The 
father has no psychiatric history; his two siblings are 
said to have primary cerebellar ataxia. 

Magnetic resonance imaging of all three triplets, 
read blind to the clinical facts, showed the right 
temporal horn to be larger than the left in the first 
born sibling, possibly also in the last born and within 
normal limits in the affected second-born sibling. 
(MRI sequences: saggital TW and axial TW 
(proton density and TE 90) spin-echo sequences of the 
entire brain, amplified by coronal T,W inversion- 
recovery sequences of 5 mm thickness of the temporal 
lobes). 

These findings are against brain structural differ- 
ences causing the discordancy for psychosis, unless 
the abnormalities are protective. The most informa- 
tive possible explanation is a post-zygotic change in 
the genome of the affected sibling which may ulti- 
mately be identifiable; the most likely is an unknown 
environmental influence on the developing brain. 


This letter is published anonymously to prevent 
identification of the triplets. 


Chloroquine-indnced psychiatric complications 

Sir: I would like to draw to the attention of Dr 
Lovestone that the case reported by him was not 
the first patient with a true manic episode without 
confusion in response to chloroquine (Journal, July 
1991, 159, 164—165). We have previously reported 30 
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cases (Bhatia et al, 1988a) (age range 4—36 years; 21 
females and 9 males). Organic psychosis was the 
most common diagnosis (16 cases) followed by 
paranoid schizophrenia in six, manic-depressive 
psychosis (MDP) (mania) in two, MDP (depression) 
in two, anxiety neurosis in two and grand mal seiz- 
ures in two. When the mode of intake of chloroquine 
was compared with a control group (the cases who 
were prescribed chloroquine for malaria but did not 
develop any psychiatric complication), the patients 
who took chloroquine with milk were significantly 
over represented in the study group (P « 0.001). The 
dose, salt of the drug (phosphate or sulphate) and 
whether the intake of drug was on an empty stomach 
or after meals, were however, not found to be statisti- 
cally significant. Headache and sleeplessness were 
reported significantly more by the patients who 
developed psychiatric complications. The duration 
of onset of these complications was two to seven 
days. Out of 30 cases, 26 recovered within three 
weeks of discontinuation of chloroquine, whereas 
the remaining four cases took about 12 weeks to 
recover. Although six cases were below 12 years of 
age (Bhatia et al, 19885), there was no statistically 
significant difference between the age and sex of cases 
in study and control groups. 

The mechanism by which chloroquine can induce 
psychosis is still not fully understood. One can draw 
an analogy with various theories put forward to 
explain quinacrine psychosis. Engel et a/ (1947) 
reported that quinacrine acts as a central stimulant 
through an unknown mechanism. The hypotheses 
put forward to explain these psychiatric compli- 
cations include a drug-induced cholinergic 1mbal- 
ance, prostaglandin-E-antagonism (Malek-Ahmadi, 
1981) dopaminergic overactivity and a predispos- 
ing factor of glucose-6-phosphate dehydrogenase 
deficiency (Nasr, 1981). To date, none of these 
hypotheses have been experimentally evaluated. 


BHATIA, M.S, SixGHAL, P. K & Dna, N. K. (1988a) Psychiatric 
complications of chloroquine Annals of National Academy of 
Medical Sciences ( India), 24, 223228. 

—, & —— (19885) Chloroquine-induced psychosis Indian 
Pediatrics, 25, 258-262 

ENGEL, G. L., ROMANO, J. & Ferris, F B (1947) Effect of quinacrine 
(atabrine) on the central nervous system. Archives of Neurology, 
58, 337-339 

MALEK-AHMADI, P. (1981) Toxic psychosis following use of 
quinacnne. Journal of Clinical Psychiatry, 42, 481 

Nasa, S. (1981) Toxic peychosis following use of quinacrine. Journal 
of Clinical Psychiatry, 42, 481 
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Aggression and multiple sclerosis 


Sm: Psychiatric symptoms, both cognitive and 
affective, have been reported frequently in multiple 
sclerosis (MS) (Grant, 1986). Euphoria and 
depression are the affective disorders most frequently 
encountered. No mention has been made of aggres- 
sion. We present a young patient, whc developed 
changes in personality, and aggressive behaviour, in 
conjunction with the acute onset of MS. 


Case report. A previously healthy 17-year-cld man was 
admitted to hospital with acute loss of visitor of the right 
eye, speech and balance disturbance, and an almost com- 
plete quadraparesis. À diagnosis of laboratory-supported 
definite MS (Poser, .1983) was established. Magnetic 
resonance imaging (MRI), using a mildly T2-weighted spin 
echo technique, demonstrated extensive periventricular 
white matter hyperintensities. Lesions were also found in 
the globus pallidus, the mesencephalon, the cerebellum, 
and bilaterally in the medial part of the temporal lobes. 
Subsequent high dose intravenous methylprednisolone 
treatment was followed by marked improvement of all but 
the visual symptoms. Soon afterwards he was able to 
resume his work. 

After discharge, two months later, his family, employer, 
and general practitioner noticed progressive behavioural 
changes with an aggressive character, although his.pre- 
morbid personality had been pleasant and co-operative. 
His aggressive behaviour led to provocations and fighting, 
followed by police contact on three occasiors. One year 
after the initial symptoms, imprisonment followed extor- 
tion of an 83-year-old man. During this peziod he had 
an attack of optic neuritis of the left eye. At the time of 
imprisonment there were bilateral visual, and discrete 
cerebellar and sensory, signs Psychiatric examination only 
revealed cognitive disturbances, such as slight memory loss, 
perseverance, and judgemental disturbances. The patient 
complained about a loss of sexual interest anc impotence 
There were no signs of depression or euphoria. Personal 
history revealed repeated assaults by his first stepfather. 
Durnng four months imprisonment he stabilised, and 
showed no further aggressive behaviour A second MRI 
showed a change in the lesions aforementianed. In the 
temporal lobes the old lesions had faded, but new lesions 
had appeared on both sides. 


Accordingto McGuire & Troisi's (1989) definition, 
aggression is regarded as behaviour to cause physical 
injury to others, extended with verbal threats of 
physical violence. We report a previously healthy 
patient, with an acute and dramatic onset of MS 
associated with personality changes and aggressive 
behaviour. Aggression in this patient might have 
been caused by either psychogenic or organic factors, 
or both. Diminished cognitive control might have 
released emotions with aggressive connotations in 
relation to impotent anger caused by the MS. Unre- 
solved enmity originating from the physical violence 
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of his first stepfather could have added to an inner 
conflict. 

Recently there has been increasing interest in 
the correlation of MS lesions, as seen on MRI, and 
neuropsychological impairment. In a study by Rao 
(1989) a strong correlation of the total lesion load 
with neuropsychological testing was found. A corre- 
lation of psychiatric disorders with MRI lesions in 
the temporal lobes has been reported by Honer 
(1987). Our patient showed bilateral MRI lesions in 
the medial part of his temporal lobes. The media! 
part of the temporal lobe, more specifically the 
hippocampus, corpus amygdaloideum and the gyrus 
parahippocampalis, contribute to the so-called 
‘limbic system’. This system is involved in memory, 
sexuality, and affective behaviour. 

In conclusion, cognitive disturbances temporarily 
incapacitated impulse control and aggression regu- 
lation in a young man suffering from MS. The 
presence of organic lesions in the limbic system, and 
latent psychogenic factors, were also thought to have 
played a role in the development of his aggressive 
behaviour. 


Grant, I. (1986) Neuropsychological and psychiatric disturbances 
ın multiple sclerosis In Multiple Sclerosis (eds W 1 McDonald & 
D. H. Silberberg), pp 134-152 London: Butterworths. 

Honer, W. G , Hurwrirz, T., L, D K B, et al (1987) Temporal 
lobe involvement in multiple sclerosis patients with psychiatric 
disorders. Archives of Neurology, 44, 187-190 
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Sudden cardiac death and antidepressants 


Sm: Antidepressant use has been associated with 
cardiac arrhythmias and sudden unexplained deaths, 
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but this has not previously been reported in healthy 
young individuals. We report a case of sudden 
death during exercise in a fit 39-year-old male while 
undergoing antidepressant treatment. 


Case report. 'The description of the mode of death of a fit 
39-year-old male while out jogging was suggestive of 
acute cardiac failure. Post-mortem examination revealed 
no evidence of atherosclerosis or other conditions which 
together account for 94% of autopsy-proven causes of 
sudden natural death (Davies, 1989), and levels of medi- 
cation were within therapeutic limits. There were no ECG 
abnormalities and, apart from a high degree of subjective 
distress, there were no risk factors for, or signs and 
symptoms of, ischaemic heart disease before commencing 
treatment with lofepramine (140 mg daily) and temazepam 
(10 mg nocte PRN) for a major depressive disorder (DSM- 
III-R) The patient had reported troublesome anticholiner- 
gic side effects and an episode of palpitations — unrelated 
to exercise — in his fourth week of treatment, following an 
increase in the dose of lofepramine to 210 mg daily, but 
physical examination 24 hours before his death revealed 
nó abnormalities. A fatal' arrhythmia (ventricular tachy- 
cardia which rapidly degenerated’ to ventricular fib- 
rillation) was assumed. In the majority of cases, fatal 
arrhythmias are associated with myocardial infarction, 
and it was not possible to exclude an acute infarct, since 
post-mortem evidence may be lacking when death occurs 
rapidly. Lofepramine has not been associated with deaths 
in overdose (e.g. Cassidy & Henry, 1987) but has been as- 


sociated with cardiac arrhythmias and sudden unexplained, 


deaths in the United Kingdom (but not in healthy young 
individuals). Between 1982 and 1990 there were 23 reports 


of tachycardia, 14 of catdiac arrhythmia (2 deaths), two of 


non-fatal cardiac arrest, and four sudden deaths. On the 
basis of equivocal evidence, an open verdict was réached at 
inquest. 


Itis possible that antidepressants with anticholinergic 
side effects may have an indirect role in the evolution 
of sudden cardiac death (SCD) by depressing baro- 
reflex sensitivity (BRS). The baroreflex results in a 
slowing of the heart rate in response to a rise in 
systolic blood pressure, and is therefore protective 
against the progression of tachyarrhythmias. It is 
known that the risk of SCD is greatly increased in 
patients with autonomic neuropathies affecting the 
vagal nerve, and it has been established, in canine 
models and post-infarction patients, that a depressed 
BRS (primarily reflecting an impairment in the 
vagal efferent component of the baroreflex) is associ- 
ated with a greater susceptibility to ventricular fibril- 
lation and subsequent SCD (e.g. Cripps & Camm, 
1989). 


Cassipv, S, & Henry, J. (1987) Fatal toxicity of antidepressant 
- drugs in overdosage. British Medical Journal, 295, 1021-1024, 

Davies, M. J (1989) In Current Approaches. Sudden Cardtac Death 
(eds A J. Camm, J. C. Malkin & M. L. Page). Southampton: 
Duphar Medical Relations. 
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Hair loss associated with fluoxetine 


Sir: I would like to report a case of hair loss in a 
patient taking fluoxetine, which is rare. 


Case report. Mra A, a 72-year-old, married white woman 
with a one-year history of depression, met DSM—HI-R cri- 
tena for major depression without psychotic features Her 
symptoms included psychomotor retardation, slow low 
volume speech, poor energy level and sleep disturbance, 
but no suicidal ideation She had no history before this 
event of any psychiatric disorder, including alcohol or 
drug abuse. Her laboratory tests, which included a total 
with differential blood count, liver function tests, electro- 
lytes, thyroid function studies (T3, T4 and TSH), venereal 
disease research laboratory test (VDRL), and urine 
analysis, were within normal limits. She had received an 
adequate trial of nortriptyline and trazodone without suc- 
cess. A trial of fluoxetine (20 mg/day) was begun with her 
Hamilton Rating Scale for Depression (HRSD) score 
being 24 on a 21-item scale She began noticing significant 
hair loss from the scalp within two weeks without any 
other dermatological problem The fluoxetine was immedi- 
ately discontinued, but she continued to lose scalp and 
body hair. A complete medical evaluation revealed no 
other cause for the hair loss She was not taking other 
medications concomitantly, nor did she suffer from any 
significant ongoing medical problems Her depression was 
treated successfully with electroconvulsive therapy, the 
HRSD score reducing to four. The hair loss continued, 
and at 18-month follow-up she remains without any scalp 
or body hair, but 1s doing well as far as depression is 
concerned. 


We are aware of only one other case of severe hair 
loss with fluoxetine (Jenicke, 1991). As fluoxetine isa 
widely used antidepressant, these reports suggest 
that there might be a wide spectrum of hair loss, from 
obvious cases which come to medical attention to 
subtle ones which clinicians should look for. 
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CORRIGENDUM 


Journal, September 1991,-159, 441. (Motor disorder 
in severe mental handicap, paragraph 2). The refer- 
ences should read Kohen & Matthew (Journal, 
October 1990, 157, 621; Journal, April 1991, 158, 
571). 


LesLE F. MAJOR 
SUNY Health Science Center 
Binghampton 
New York 13902-6000, USA 
A HUNDRED YEARS AGO 


Mental work and physical exercise 


Mr Ritchie’s assertion at a recent meeting of the 
Victoria Park Cricket Association, that the national 
game still occupies in its season a place of due promi- 
nence in the minds of our busiest legisletors, is one 
that neither he nor his hearers have need to be 
ashamed of. Supported by the existence of an annual 
match between the Lords and Commons, besides 
innumerable facts of less pretention which tell the 
same tale, it speaks well even for the mental quality of 
those who guide the councils of this country. The 
sound mind has no reliable connexion with any but 
the healthy body. Under ordinary conditions, no 
mere closet thinker, no mere debater, can long 
remain master of his full power of thought or of 
expression. Sooner or later he must tend to exhibit in 
himself what we may describe as a nervous specialism 
to become overstrained and oversensitive. The politi- 
cal representative, it must be remembered, is a man 
of affairs. As such he has no less need of plain and 
practical common sense than of sagacity, acumen, 
and skill in argument. As such, also, he is at all times 
open to the access of numberless worries. He is par- 


ticularly liable to digestive derangements from this 
cause and from the want of regular bodily exertion. 
Naturally and rightly, therefore, he secks and finds in 
physical exercise and in all that pertains thereto the 
means of reaching a sounder and a simpler life than 
that allowed in his daily round of duty. We may 
depend upon it that the man who thus mingles in his 
daily method the conditions needful for mental and 
for physical development will prove in the end the 
fitter for all those offices which bring him into daily 
contact with the ways, the wills, and the needs of his 
fellow-men in every class. In this he is not peculiar. 
What is true in his case applies to that of busy men in 
any calling which does not itself entail a heavy drain 
upon physical strength. Mental workers of every 
variety cannot do better than follow the same rule, 
and, after a well-known suggestion of Abernethy, 
seek in muscular work a relief which will usually be 
found from mental irritation and overstrain. A due 
regard for age and for moderation, of course, must be 
understood. 
Reference 


Lancet, 21 November 1891, 1179. 


Researched by Henry Rollin, Emeritus Consultant Psychiatrist, Horton Hospital, Epsom, Surrey. 
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Books Reconsidered 


Suicide, A Study in Sociology: Emile Durkheim 


Everyone has heard of Le Suicide, by Emile 
Durkheim, but relatively few have read even its 
English translation. This is a pity, since it is a good 
read, although it may seem tasteless to enjoy a 
treatise on such a sad subject. French psychiatric 
literature has so lacked appeal for the English, that 
its first appearance in 1897 was not followed by an 
English translation until 1952. However, the English 


translation is vigorous, clear and vivid, capturing the’ 


spirit of the time of the original edition, an age away 
from the pompous and turgid sociological literature 
of today. Durkheim wrote the book, one of his two 
great works, using a social phenomenon — suicide — 
to investigate society itself. Psychiatrists might read 
Suicide for the breadth and depth of its social 
data, now of histoncal interest, and for his closely 
reasoned sociological arguments. 

Most psychiatric trainees readily pair Durkheim 
with ‘’anomie’, but few go further into the other 
types of suicide, and to the important implications of 
Durkheim's theories. Most psychiatric discussions 
of suicide give Durkheim at most a brief reference, 
whereas non-clinical writers often base their views 
upon Durkheim. Psychiatric reluctance to accept 
Durkheim may have been a reaction to his refutation 
of the ‘insanity’ explanations of suicide, then current. 
Whth historical hindsight, Durkheim's attack can be 
seen as a typically robust rebuttal of French theories 
that were even then beginning to sound out-dated 
(see Berrios & Mohanna, 1990). 

Durkheim was a contemporary of both Marx and 
Freud, but although these three great thinkers over- 
lap, Durkheim acknowledges neither of the others. 
Durkheim held that in simple societies, relationships 
between people are so intense that the concept of the 
self is underdeveloped relative to the concept of the 
group, or 'socíal solidarity'. Society is then primary, 
Durkheim's first theorem. With the development of 
what Marx called ‘capitalist’? means of production, 
society has become weakened by division of labour. 
When behaviour is not governed by societal norms, 
Marx’s ‘alienation’ and Durkheim’s ‘anomie’, 
become apparent. Suicide is one such behaviour, 
which according to Durkheim’s second theorem can- 
not be reduced to individual psychological causes. 


Psychological mechanisms do not explain the vari- 
ation in suicide rates, and even the most organic of 
psychiatrists must admit that only a minority of 
major depressives kill themselves. In his earlier ‘Div- 
ision of Social Labour’ Durkheim held that suicide 
could not be prevented by education, exhortation or 
repression, but only by altering the structure of 
society. 

The book is divided into three parts, dealing with 
“Extra-social factors’, “Social causes and social 
types" and “The social element". The early chapters 
aim to weaken the prevalent notion that extrasocial 
factors are the sole cause of suicide. ‘Suicide and 
the psychopathic states” describes types of suicides 
of the insane, from Jousset and Moreau de Tours. 
*Maniacal suicide’ (the French ‘manie’), the killing of 
self to escape from imaginary danger or disgrace or 
to obey a mysterious order from on high, 1s probably 
severe depressive or paranoid psychosis. With the 
‘Melancholic suicide’ is introduced the idea that the 
patient fails to realise the bonds that connect him 
with others and with things about him. Durkheim 
concludes that in spite of these prominent cases, 
most suicides are not associated with insanity — thus, 
‘voluntary suicides’. It is also in this chapter that he 
draws attention to the role of alcohol. 

In the chapter “Suicide and normal psychological 
types" there is a long digression on race, heredity and 
‘cosmic’ (climatic) factors, mainly to refute them. 
Discussion on contagiousness and specificity of 
method or location is later taken up, concluding that 
suicide has little to do with imitation in the large 
numbers in which it occurs. Durkheim notes that 
the apparent statistics of suicide are actually the stat- 
istics of the opinions of officials concerning suicidal 
motives. 

The typical Durkheimian analysis comes with the 
discussion on egoistic suicide. This starts with exam- 
ination of religion, and the fact that the suicide rate 
for Protestants was greater than that for Catholics, 
which itself was greater than that for Jews. He notes 
that each of these religions has similar doctrinal 
views about suicide, but the Protestant religion 
allows freer inquiry, thus more cases are reported. He 
concludes that religion protects, not because of its 
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religious sentiment but because it is a society within 
a society, and that the Catholic religion is a more 
integrated society than the Protestant. 

Durkheim shows that non-marriage increases the 
suicide rate, but early marriage also increases it, 
especially for men; that childlessness increases the 
suicide rate for women, and that there is z reduction 
of suicide risk until late middle age. A rather complex 
rule is derived, that the sex most preserved from 
suicide by marriage was constant for a given society. 
Citing two possible causes of marital protection from 
suicide, the domestic environment and assortative 
mating, he held that larger families were also more 
protective, and noted the then rapid increase in 
numbers of smaller families (‘the density of a group 
cannot sink without its vitality diminishirg’). 

He goes on to deal with changes in society, noting 
that great political upheavals do not necessarily 
increase suicide. The revolutions of 1830 and 1848 
actually reduced the rate, and even elections have a 
small effect. He notes the now familiar fact that wars 
also decrease the rate, giving the examples of the 
Austro-Italian War of 1866 and the Franco-Prussian 
War of 1870. He rejects the common argument that 
civilians are drafted and statistics consequently diffi- 
cult to keep, by noting that the same proportionate 
decrease occurs in women. 

Itis here we come to the main argumert: wars and 
revolution arouse ‘collective sentument’ and cause 
stronger integration of society. More generally, 
suicide varies inversely with degree of integration of 
religious society, of domestic society and of the wider 
political society. Suicide varies inversely also with the 
degree of integration of social groups containing the 
individual. If society weakens, the individual has to 
depend only upon himself and recognises no rules of 
conduct other than those which are founded on his 
private interests. Durkheim calls this egoism, and 
egoistic, the special type of suicide springing from 
excessive individuation. Durkheim treats society as 
a transcendent and superior form of human activity: 
in egoistic suicide, “the bond attaching man to life 
relaxes because that attaching him to his society is 
itself slack”. “The individual yields to the slightest 
shock of circumstance because the state of society 
has made him a ready prey to suicide". We can find 
plenty of examples of egoistic suicide or failed suicide 
in our clinical practice. 

Durkheim compiles a fascinating list 5f historical 
instances of suicide: the Vikings, the Celts, Vedic 
Brahmin, and South Sea Islanders. He quotes the 
example of suttee, when in 1817, 706 widows immo- 
lated themselves. Durkheim comments that in his- 
torical tribal societies, suicide was clearly a duty to 
remove the old and sick, but also notes the suicides 
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of servants—in tribal society, master and servant 
were interdependent. Thus altruistic suicides are the 
opposite of egoistic, as in the former there is rudimen- 
tary individuation, whereas in the latter there is ex- 
cessive individuation. He distinguishes also ‘optimal 
altruistic suicide’, the individual whois accustomed to 
set no value on life, who easily renounces his personal 
being in order to be engulfed in something wider, 
especially in religious suicide, and, we may note 
today, in the fatal actions of terrorists. 

Durkheim turns his attention to increases in 
suicide, associated with economic crises, e.g. Vienna 
1874, when the rate increased by 45%. This was not 
simple hardship, because when the Prussian price 
of wheat rose considerably, the suicide rate did not. 
To emphasise that the mechanism is not hardship, 
in Italy of the 1870s, following unification, trade 
and industry sharply increased, by three times over 
10 years. The suicide rate went up by 36% in the 
same period. Thus financial crises, even those of 
prosperity, increase the suicide rate. 

Durkhetim's theory to explain this is very relevant 
today. Durkheim held that the increasing capacity of 
human production is matched by the increase of hu- 
man wants, and Man's natural inability to restrain 
himself. Rather, society restrains, and specifies the 
acceptable range of ambition, usually by the struc- 
ture of social class: When society is disturbed by 
crises, presumably not revolutionary crises, it cannot 
operate this governing influence, and the suicide rate 
increases. Economic disasters 'declassify' individ- 
uals, ‘casting them into a lower state than their 
previous one’; whereas economic booms allow 
‘appetites not controlled by public opinion’. 

This ‘deregulation’ Durkheim calls ‘anomy’. 
‘Anomy’ in the English translation, comes originally 
from the Greek, ‘anomia’ a noun of quality derived 
from ‘anomos’, meaning ‘lawless’. It was actually an 
English work in 1591, meaning disregard of law 
especially religious law. Durkheim is clearly talking 
about capitalist production when he refers to the 
“release of economic growth from all restraints, 
moral or religious", noting that "the occupations 
most prone to suicide are those with greatest capital, 
rather than the poorest occupations” — those with 
only an empty space above them are almost in-: 
variably lost in it, if no force restrains them". . 
“Anomy ... differs... in its dependence, not on the 
way individuals are attached to Society, but how 
[Society] regulates them". “This third sort of suicide 
results from Man's activities lacking regulation and 
his consequent sufferings”. Thus anomic and egoistic 
suicide are similar in Society's insufficient presence 
in the individual. What 1s often loosely called the 
state of 'anomie', usually referring to the unattached 
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individual, is in fact egoism. However Durkheim also 
described Anomy in smaller groups, widowhood, for 
example, being ‘domestic anomy'. 

Durkheim describes individual forms of the differ- 
ent types of suicide. The altruistic form of suicide 
might arise as a passionate impulse in an individual 
obliged to kill himself, or might be present as a calm 
acceptance. He sees melancholic withdrawal as the 
abandonment of society, so that the contemplation 
of self becomes the contemplation of emptiness, and 
this leads to an abstention from living. Society is 
described-as “not sufficiently integrated at the points 
where he contacts it". This is therefore egoistic 
suicide. It is not clear if Durkheim took this route to 
be the cause of this type of suicide. Durkheim out: 
lined two forms of egoistic, suicide which he calls 

‘melancholic languor" and ^ epicurean indifference', 
the latter being those who kill themselves in a matter- 
of-fact way. The anomic suicide, however, is charac- 
terised by anger and 'exasperated weariness' due to 
‘unregulated emotions’ and ‘an infinity of desires’. 
Mixed forms also occur: between altruistic and ego- 
istic types, the suicide of fanatics; between altruistic 
and anomic types, the suicides of dishonour. Further 
links between the. social types d the individual 
psychologies are described.. 

Ina much-quoted footnote (p. 27, Durkheim de- 
scribes what was to him a rare type of suicide; termed 
‘Fatalistic suicide’ :.. "the opposite of anomic 
suicide ...'it is the suicide deriving from excessive 
regulation, of persons with futures pitilessly blocked 
and passions violently choked by oppressive regimes 

: the suicides of slaves”. Shneidman (1979) held 
that Durkheim was referring to the ‘suicide of the 
severe depressive, but this may confuse a societal 
with a clinical explanation. There have unfortunately 
been plenty of reginies since. Durkheim’s time that 
have provided the conditions for.this type of suicide, 
in which an individual ind has to cease trying, to 
survive. 
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In a chapter on "Relations with other social 
phenomena", there is interesting detail on punish- 
ment and legal aspects. Durkheim noted the inverse 
relationship between suicide rate and property 
offences, and with homicide. 

Durkheim is still relevant today. A recent search 

of the database, 'Sociological Abstracts', revealed 
Durkheim cited in 189 of 1490 references, and 1485 
times in all. Later writers had noted that Durkheim's 
sociological approach was not antithetic but 
complementary to psychopathological approaches 
(Halbwachs, 1930). Shneidman’s modern synthesis 
of the sociological and psychological aspects of ‘Le 
Suicide’ takes the four social types of suicide, the 
Altruistic, Egoistic, Anomic and Fatalistic, and fits 
them to psychological models of suicidal behaviour. 
While effective, this makes the psychiatrists’ mistake 
of regarding Durkheim as primarily explaining 
suicide, when he was in fact explaining society. 
' Britain has just passed through a political philos- 
ophy seeking to revive 19th century laissez-faire 
values by insisting, inter alia, that: “there is no such 
thing as Society, only individuals and their famil- 
ies”. Throughout this time, the UK continues to 
undergo a typical Durkheimian economic crisis, an 
economic boom (for some), even 'deregulation' 
used as à term of, approval, which should by 
Durkheimian laws have produced an increase in 
anomy. Over this period, the UK suicide rate has 
been increasing. 
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TOUCH: The Foundation of Experience. Clinical Infant 
Reports Series of the National Center for Clinical 
Infant Programs. Number Four. Edited Ey KATHRYN 
BARNARD and Berry BRAZELTON. Medison, CT: 
International University Press. 1990. 595 pp. £65.00. 


This interesting and stimulating book comprises the 
revised and expanded proceedings of the Johnson & 
Johnson Paediatric Round Table published in the 
Clinical Infants Report Series of the National Centre for 
Clinical Infant Programs. The aim of the Round Table 
series 1s to bring together outstanding scientists and 
medical and health care specialists to share current 
research and new concepts and programmes in child 
health and development. The purpose of this particular 
Round Table was to “define the importance of this 
modality (Touch) and to examine the implications of 
tactile stimulation and deprivation for the developing 
organism". There is a wide range of contributions, many 
from very well established figures in their particular 
fields. Although the quality of the contributions 
varies considerably and the diversity of perspectives 
draws attention to the problems of matching or 
linking conceptualisations, there is evidence of useful 
cross-fertilisation of ideas. 

The book is organised in seven sections of which the 
first 15 a chapter presenting a philosophical perspective 
and the last a brief summary by Berry Brazelton. The 
philosophical section by Renee Weber is broad-ranging, 
examining three'main models: the physical-sensory, the 
psychological-humanistic and the field models. This last 
13 particularly relevant to therapeutic touch techniques 
that do not necessarily involve actual rhysical con- 
tact. The second part, Touch and Neuroanatomical 
Considerations, examines particularly the plasticity of 
the central nervous system with contributions from 
three authors drawing on a range of princ.pally animal 
experimental work. The third section, Arimal Studies 
and the Impact of Touch, again has three contributions 
including one from Suomi and one from Seymour 
Levinc. These three chapters review the influence of 
physical contact, particularly physical cortact between 
mother and infant on animal social development, physi- 
ology and health. This is followed by six chapters under 
the heading “Touch as an Integration and Learning 
System" that shift the focus to the human infant, apart 
from one chapter on finger localisation and reading 


achievement which is concerned with primary school 
children. In general, these chapters are again concerned 
with the influence of touch on infant development or on 
a description of that development with regard to the 
sense of touch. The fifth section moves into a very differ- 
ent area with a consideration of therapeutic touch, and 
two contributions by enthusiasts in this field are 
balanced by a critical appraisal. The penultimate part 
covers a variety of contributions; two of the five 
chapters here are about the use of therapeutic touch in 
the acutely ill and the elderly. The other three include an 
interesting paper by Mary Main from an attachment 
perspective on cross generational patterns of parent- 
infant contact avoidance. There is also a chapter about 
patterns of touching among adolescents, and finally a 
report of a study correlating parental touchmg with 
eight to ten year old childrens’ feelings and concepts of 
their own bodies. . 

As already indicated, the main difficulty with this 
book lies in the variable quality of the contributions, 
there being some founded in a strong empirical tradition 
and others, particularly those concerned with thera- 
peutic touching, with a more polemical style. The report 
of the discussion at the Round Table at the end of each 
chapter provides a counter-balance but this approach 
does not encourage an emphasis on conceptual issues 
which might have been addressed more effectively had 
there been formal discussants for each paper. Neverthe- 
less some papers, such as that by Weiss on correlates of 
parental touching with children’s “body concept and 
body sentiment", and that by Rose on perception and 
cognition in pre-term infants, do address these matters. 
Further points are that there was probably some delay 
in the production of the book since there are few refer- 
ences later than the mid 1980s and none later than 1987; 
a number of reviews, such as those by Suomi, are compe- 
tent and useful but do not break new ground, and the 
book is expensive. It is likely that those whose primary 
interest 15 in therapeutic touch will look elsewhere and 
that this volume will be principally for neonatologists 
and others concerned with early child development. For 
these, despite the limitations outlined above, it may pro- 
vide a useful source of both reviews and stimulating 
ideas, 


ANTHONY Cox, Department of Child Psychiatry, 
Bloomfield Clinic, Guy's Hospital, London SEI 9RT 
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Childhood Stress. Edited by L. EUGENE ARNOLD. New 
York: Wiley. 1990. 603 pp. £47.50. 


Child and adolescent psychiatrists are in the throes of 
assimilating, accommodating, and attempting to apply 
clinically, a wealth of recent information about 
responses to stress in childhood. Ideas about post- 
traumatic states, the development of coping strategies, 
mastery, resilience, vulnerability and protective factors 
havearoused great interest. Unfortunately the thicket of 
ill-defined concepts and assumptions may seem no less 
tangled and thorny than before. With the European 
conference of Child Psychiatry to be held in London this 
year adopting a related theme, the publication of this 
book is timely. 

As the editor has sought to be comprehensive, the 
breadth of subject matter is great and chapter contents 
necessarily diverse. À useful introductory and summary 
chapter orientates the reader to the structure of the book 
and begins a discussion about complexity of the subject, 
particularly where issues of definition and method are 
concerned. The authors assembled all have North 
American affiliations and this provides an interesting 
perspective for the British reader although at times cul- 
ture bound. preoccupations emerge. The contributions 
are all lucidly written and well cross-referenced, but 
somewhat loosely drawn together. 

The book is divided into four sections. The first 
addresses psychological and biological responses to 
stress, and contains helpful brief overviews of coping 
mechanisms, psychopathological responses including 
post-traumatic stress disorder and psychosomatic 
phenomena, and the biological effects of stress on the 
developing brain. The second consists of a series of 
chapters reviewing the effects of exposure to stress at 
developmental stages from the pre-natal period to 
adolescence. The developmental perspective is welcome, 
and these chapters are well written and draw together a 
wide range of information to form a coherent, useful 
section. 

This is much less the case with the third part of the 
book which consists of seven chapters dealing with a 
number of sources of stress for children ranging across 
personal, social and public domains from illness, 
bereavement and abuse, to poverty and the threat 
of nuclear war. With the exception of a chapter on 
the influence of parental depression and childhood 
resilience, the accounts, of these adversities are too brief 
to be of great value in themselves, and are insufficiently 
integrated to illustrate or inform a conceptual model of 
children’s responses to stressors of varying kinds. How- 
ever, the book finishes strongly with a final section on 
assessment, prevention and treatment containing brief 
and clear accounts of work on adaptation to, and 
mastery of, stress, as well as protective and risk factors. 

Topics such as children’s own developing beliefs 
about stress and coping, specific life effects, the import- 
ance of the meaning of stressors to the individual, the 
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positive aspects of mild stress for development, the role 
of parents and carers in attenuating and modulating 
stressors, and the integration with systemic normative 
models of family function are discussed only in passing, 
if at all. Nevertheless, this is a well-presented and inter- 
esting book which contains a number of review chapters 
which will be of lasting value. Although its price may 
restrict its appeal and 1t may be best suited to library 
collections, the book represents a useful place from 
which to start in the task of cleanng the conceptual 
undergrowth. 


MARK ALLSOPP, Senior Registrar in Child and 
Adolescent Psychiatry, Newbury Child Guidance Clinic, 
Berkshire 


The Path to Language: Bilingual Education for Deaf 
Children. By DANIELLE Bouver. Clevedon and 
Philadelphia: Multilingual Matters. 1990. 248 pp. 
£9.95. 


Bilingualism is a recent development in the education of 
deaf children. Danielle Bouvet's book first appeared 
in France ın 1982, making her a pioneer in this field. 
Current interest in the UK, coupled with a dearth of 
published material on the subject, will make Bouvet's 
book particularly timely. 

Bilingualism is the use of an indigenous sign language 
(in this case FSL or French Sign Language) as a mother 
tongue for deaf children, enabling them to 1nternalise 
language and then to acquire the language of the hearing 
community (French, in this case) in its spoken and writ- 
ten forms. The Path to Language is a justification of thus 
method. 

Part 1 deals with the psycho-linguistic nature of 
speech and the acquisition of speech by hearing babies. 
Part 2 gives a useful overview of sign language, then 
moves on to the core of Bouvet's argument: the right of 
deaf children to acquire sign language as a mother 
tongue. Part 3 explains how Bouvet translated this into 
educational practice by setting up a kindergarten where 
deaf children were taught in both French and FSL. Ina 
short time, Bouvet's project achieved remarkable suc- 
cess, transforming the disturbed, non-communicating 
deaf children into well-adjusted, literate deaf children 

Bouvet’s account of the project raises some interest- 
ing issues which unfortunately she does not address. For 
example, it would be helpful to know if there was any 
sort of initial screening for intelligence or parental co- 
operation? Would a child whose parents were not so 
supportive have made such rapid progress? Where is the 
continuity and what has become of the children now? 
Are they mtegrated into hearing society as ‘speaking’ 
subjects? It was revealing that the integration was less 
successful the more academic the classes became. 

I feel that Bouvet could have made a better book out 
of her material, if she had been able to decide on her 
readership. Parents, psychiatrists and teachers would 


744 


welcome such.an account if the style were more appeal- 
ing. It seems to have been written for fellow linguists, 
which is a pity. Specifically, I found Part 1 academically 
redundant, and was put-off by the overwhelming use of 
jargon. Her redefinitions of common words, e.g. ‘speak- 
ing’, are confusing and unhelpful. The translation also 
jars occasionally. 

Finally, it would have been encouraging if Danielle 
Bouvet had admitted to the occasional Failure. An 
illuminating comparison can be made with the brief but 
excellent article by Britta Hansen in Sign and School 
(Ed. Jim Kyle, Multilingual Matters) of a similar exper- 
iment in Denmark which acknowledged areas of diffi- 
culty. Blinding success always engenders the seeds of 
doubt. ... 


ISABEL FOOTRING, Teacher of Deaf Children, Frank 
Barnes School, Harley Road, London NW3 2BN 


Family Therapy: Training and Practice. By PETER 
STRATTON, MICHAEL PRESTON-SHOOT and HELGA 
HANKS. Birmingham: Venture Press. 1990. 156 pp. 
£9 45. 


This book attempts to provide a pueitict and compre- 
hensive ‘primer’ for training and practice in 156 pages. It 
is a courageous task. 

Although not clear from the title, the authors soon 
make explicit that they are using various applications 
of the Milan approach as a framework of theory and 
practice. 

The book is divided into 12 chapters, of which the first 
six are dedicated to the “fundamental procedures of this 
approach", the next two chapters to different inter- 
ventions and issues related to supervision, followed by a 
section of four separate chapters on “Specialist Issues". 
The latter, which do not really hang together in any 
coherent form, include issues of the therapist, agency, 
and family interaction, relations between -he different 
professional systems and the family, a somewhat out of 
place chapter on “A systems view of child abuse”, and a 
final chapter which includes variously creativity and 
monitoring, but which does not really add much to the 
rest of the book. 

One interesting aspect of the book is the way the ihe 
ory is developed through the prescription ofa number of 
exercises and their subsequent discussion. Unfortu- 
nately, this demands the availability of a trainer who is 
familiar with and sympathetic to the authars’ thinking. 
Nevertheless, it does provide a useful model of training, 
similar.to.that described by Sluzki (1978), although they 
do not acknowledge this link. Another interesting aspect 
of the book is the way they have described a case 
example family at the beginning who are then referred to 
as illustrations repeatedly throughout the book. 

This is not a book which is presenting new ideas, and 
in the application of theory adds little to Twenty 
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Questions on'the Milan Approach by Campbell & Draper 
(again not cited). It is doubtful if this book would be of 
particular use to psychiatric trainees. It is neither a suffi- 
ciently neutral overview of the field ón the one hand, nor 
does it provide a sufficiently coherent and comprehen- 
Sive development of ideas for more experienced trainees 
on the other. In my opinion its greatest use will be for 
family therapy trainers who are interested in the way in 
which they have tried to design a à training model. 


ALAN I. COOKLIN, Consultant in Family Psychiatry, 
Marlborough Family Service, 38 Marlborough Place, 
London NW8 OPJ 


On the Move: The Psychology of Change and Transition. 
Edited by SHIRLEY FrsugR and Cary L. COOPER. 
Chichester: Wiley. 1990. 337 pp. £45.00. 


Early developmental psychologists were primarily con- 
cerned with childhood, as if human beings stood still 
psychologically on reaching the age of maturity. 
Modern developmental psychology, however, takes 
more of a life-span perspective, in which changes and 
transitions are viewed as inherent features of the whole 
course of a person's life. Although we all have periods of 
relative stability and predictability, we will also 
encounter many changes, offering both opportunity and 
risk. 

The potential influence of such changes on people's 
mental health has been most clearly expressed within the 
literature on stress and life events. The main emphasis of 
such research has been on demonstrating the potential 
harmful effects of ‘negative’ events, such as: bereave- 
ment, divorce or loss of employment. ‘On the Move’, 
however, focuses primarily on the effects of ‘positive’ 
changes that are part of growing up in a modern techno- 
logical society. The editors acknowledge the difficulty in 
distingmshing between positive and negative events. 
For example, promotion may be welcomed in terms of 
increased status and income, but, in some cases, the 
resulting social upheaval of moving family and chang- 
ing role may prove to be just as stressful as becoming 
unemployed. It is thus questionable whether one should 
attempt to classify specific changes as inherently posi- 
tive, but the editors have chosen to bias the volume in 
this general direction. 

In the first section, leading researchers were invited to 
explore the theoretical basis of the effect of change and 
transition. I personally found this to be the most inter- 
esting part of the book, perhaps because the authors. 
were touching on processes of relevance to any kind of 
change. My personal favourite was George Mandler's 
account of his ‘Interruption Theory’ of emotional 
experience which may be at the basis of both physical 
and psychological distress. It is argued that when our 
expectations are violated (for better or worse), our ongo- 
ing actions are interrupted, and sympathetic nervous 
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system arousal ensues. This is the basis of emotional 
experience, which may be positive or negative in quality, 
depending on its cognitive appraisal. Thus, even if a 
change such as moving is welcomed, the new envirón- 
ment may produce demands and situations which are 
different from expectation. 

In Section II, the concern is with the experience of 
change and transition in a variety of specific contexts. 
These include familiar psychiatric territory, such as the 
transition to parenthood and the effects of unemploy- 
ment. Other, perhaps less well-known, research. is also 
presented, such as moving house (Terence Lee), moving 
from education to job markets (John Arnold) and 
workers' experience of change at.the office (Daniel 
Stokols and colleagues). I must confess to finding the 
wide variety of contexts and emphases difficult to: 
assimilate. The general picture, however, was: of the 
potential for disturbance of both physical and psycho- 
logical well-being. Individual personality characteristics, 
(e.g: sociability) and contextual factors (e. g. quality of 
the new environment) both play a part in determining 
whether people sink or swim. 

; The final section consists of'chapters from each editor 
on.coping with change and transition. Shirley Fisher 
provides some suggestions for helping the homesick. 
Cary Cooper offers some familiar strategies for minimis- 
ing the stress of transitions. Taking the book as a whole, 
I was left a little disappointed that the effects of all these 
*positive events' didn't create much apparent joy either 
for the subjects or for me as reader. My expectations 
were clearly too high! But if you are looking for a good 
scholarly read, then you should emerge from reading it 
relatively intact. On a more serious note, there is much 
of relevance to:the mental health professional and it 
would be a useful addition to any psychiatric library. 


Eric BUTTON, Chartered Clinical,Psychologist, 
Department of Clinical Psychology, Psychiatric 
Department, Leicester General Hospital, "Gwendolen 
Road, Leicester las DN 


Psychotherapy of Sexually Abused Children and Their 
Families. By WiLLIAM FRrEDRICH. London. W. W. 
Norton & Company. 1990. 318 pp. £42.00 (hb), 
£23:00 (pb). 


Despite the subject, this book is not grim. I found: it easy 
to read, and even enjoyable. 

The author is an Associate Professor of Psychology 
and this may contribute to hisenthusiasm in recommend- 
ing behaviour checklists and projective testing in assess- 
ment and in guiding the psychotherapeutic work. He 
draws together material from’ over-400 references, his 
own clinical experience in marital and family therapy, 
and his work with sexually abused children. 

How does a therapist balance the investigative 
inquiry that is often demanded, with the need to provide 
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a sensitive and supportive encounter for the child and 
family? How much detail of abuse should be uncovered? 
What about timing and technique? Do all children who 
have suffered sexual abuse, of whatever degree, require 
psychotherapy? How does one deal with cases of unsub- 
stantiated abuse? And what of "untreatable families”? 
Dr Friedrich discusses these very practical dilemmas in a 
forthright manner, presenting available research on the 
known effects of a variety of stresses in children. Many 
of the examples come from work done for courts. 

He also gives very useful data on the range of sexual 
behaviours in children who have not suffered abuse. 

There are chapters on individual and group therapy. 
One on family therapy considers various models of 
incestuous families and differing therapeutic strategies 
that might be necessary. The book looks at some of the 
controversial issues in the field such as the conflict 
between systemic family therapists and victim-advocacy 
clinicians. Hypnosis is mentioned as effective in the 
management of the rarer dissociative phenomena such 
as pseudo-seizures and multiple personality disorder, 
and the general hypnotherapy techniques of ‘pacing’ 
and ‘mirroring’ are said to be widely helpful. 

Dr Freidrich advocates a direct approach, even if 
unorthodox. He describes his attempts to access the 
more primitive mental functions of younger children by 
including their burps and farts in the therapeutic 
encounter. He encourages therapists to examine their 
personal experiences and biases, and I found the last 
chapter, "The person of the therapist" particularly help- 
ful: having identified my anger and rejection in response 
to a child's seductive behaviour, I could work more 
effectively. ; 

While I still do not understand why Dr Friedrich does 
not differentiate between sexual abuse from a father and 
from other men, I would recommend this Book to all 
who work with children and families. 


BEGUM MAITRA, Senior Registrar, Hill End Adolescent 
Unit, St Albans, Hertfordshire ALA ORB 


Therapy With Couples. By MiCHAEL CROWE and JANE 
Roey. Oxford: Blackwell Scientific Publications. 
1990. 418 pp. £17.95. 


The Marital and Family Clinic, together with the 
Sexual Dysfunction Clinicat the Maudsley Hospital, has 
trained many marital and sex therapists over the last two 
decades. The influence these two clinics have had on the 
practice of marital and sex therapy in Britain, and many 
other . countries, cannot. therefore be overlooked. 
Michael Crowe, who ran and developed these two clinics 
from the early 1970s, adopted a largely behavioural 
approach to dealing with marital and sexual problems. 
However, his broad experience, flexibility and concern 
for the interests of his patients enabled him to develop 
his approach into a more eclectic and integrated one. We 
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are lucky therefore that he has finally found the time to 
sit down and write, with the help of his colleague Jane 
Ridley, about the work of these two clinics and to 
describe their latest approach, in a most engaging and 
enjoyable book. 

Flexibility is the hallmark of this work; tke ability to 
interact flexibly is a significant area to assess and a major 
therapeutic goal in their model. Flexibility af the thera- 
pist to move between different therapeutic models and 
to choose from different therapeutic tools, is one of the 
strongest points of this book. This flexibility is reflected 
in the design of the book which means it can de used as a 
resource book to follow a specific therapy issue, dipped 
into at various points, or read from cover to cover. This 
unusual design led to some repetition, overlap and a 
peculiar layout which was sometimes difficuit to follow. 
However, the benefits gained from using the book in 
this flexible way more than compensated for this minor 
irritation. 

The book presents and discusses a model of therapy 
which is eclectic, integrated and makes a great deal of 
practical sense. It integrates medical and psychiatric 
approaches with psychological approaches, sex therapy 
with marital therapy, and behavioural psychotherapy 
with systems and psychodynamic therapies. À few other 
books have attempted to do that, but this book does it 
more convincingly. Other books tried also to be eclectic 
but ended up packing together a heterogenzous collec- 
tion of therapies without a model to hang tham together 
and without a map to guide the therapist through this 
therapeutic jungle. This book presents a framework, 
“The hierarchy of alternative levels of intervention”, or 
ALI as the authors call it, which puts all these seemingly 
contradictory interventions into a logical order with a 
clear indication as to why, when and how to:move from, 
say, a behavioural to a systems approach, or from direct 
to paradoxical advice. 

This book should not be missed. No psychiatric library 
iscomplete withoutacopy onits shelves and no maritalor 
sex therapist should be without a personal copy to dip 
into every time he/she feels stuck with a “difficult to help’ 
couple. At £17.95 it is good value for money. 


WaGUIH R. GUIRGUIS, Psychosexual Clinic, 
St Clement's Hospital, Foxhall Road, Ipswich IP3 8LS 


Clinical Aspects of Child and Adolescent Development. 
By MELVIN Lewis and FRED VOLKMAR. 3eckenham: 
Lea & Febiger. 1990. 475 pp. £19.10. 


Many of us attempt, in our minds and work, to synthe- 
sise the disparate theories and facets of child develop- 
ment: this book acknowledges that no urified theory 
exists, but attempts to produce a viable blend. The sub- 
ject is child development not clinical praczice, but the 
orientation is around the latter and the reader would 
learn much of that along the way. 
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The core of the book, and occupying half of its pages, 
is the chapters which bring together the different 
matter relating to discrete age groups up to adolescence. 
This is the most successful section of the book, and pro- 
vides an integrated account which makes natural sense 
of many clinical presentations. Examples of these are 
given. À later section of the book has brief accounts of 
some other syndromes, however, although supposedly 
placed in a developmental context, I found the connec- 
tion here strained and the chapters of limited value. Simi- 
larly, chapters on treatment were perfunctory beyond 
an essay on individual dynamic therapy, and a list of 
age-related doses for drugs. 

A useful mtroductory section briefly describes the 
main lines of development (cognitive, moral, etc.), and 
the style shows the book has been written with students 
in mind. This, and the other outer short-chapter sec- 
tions just mentioned, are additions to the original text: 
previous editions have been around for 20 years and 
originate in student lectures given by Melvin Lewis, their 
sole author until now. A copy in our medical library 
seems to get good use and 1 feel this‘one will also be of 
great value ın that context. The presentation of the 
material is sound and mature; but this does carry the risk 
at times of outdated emphasis, so that in particular, while 
the stance adopted to psychoanalytic theory and practice 
is critical and reflective, too much room is devoted to this 
area, and not enough to other important knowledge, for 
the balance being sought. 

This new edition takes some getting used to. For all its 
laudable aims of integration, and the value of its 
updated main section, it is unbalanced: the new clinical 
sections especially seem awkward, as if tagged on. They 
are perhaps best treated as appendices; but once that 
shift is allowed the book grows on one. Students able to 
give this book time will be rewarded, especially by its 
main central section; but many others will also enjoy it. 


HuGH BARNES, Consultant Child and Adolescent 
Psychiatrist, Department of Family Psychiatry, 
Bristol Royal Hospital for Sick Children : 


The Course of Life. Volume 11. Early Childhood. Edited 
by STANLEY I. GREENSPAN and GBORGE H. POLLOCK. 
Madison, CT: International Universities Press. 
480 pp. US$50.00. 


This 1s a collection of 14 papers by 15 distinguished 
American psychoanalysts, most of whom work exten- 
sively with young children. Some, like Margaret Mahler 
and Heinz Kohut, are well known in this country while 
others are less so. The book was first published in 1980 
but many of the chapters have been revised or rewritten. 
The editors have selected some of the best American 
psychoanalytic writers in the field, although as is per- 
haps inevitable in a collection of ‘classic’ papers, they do 
not always hang together and there is some overlap 
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between them. Mahler and McDevitt contributed two 
chapters which give a very clear account of Mahler's 
ideas on child development, concentrating especially on 
the differentiation and rapprochement sub-phases of 
separation/individuation. Henri Parens' two chapters 
review American psychoanalytic views on aggression 
and discuss his own development of them. Kohut's 
chapter gives a brief and clear overview of his own 
theory of development. Other chapters such as that of 
Erna Furman are of a more pragmatic application of 
North American psychoanalytic ideas. She suggests 
how daycare for children can be improved when chil- 
drens’ needs are carefully considered. A typical psy- 
choanalytic view can be seen in the clear account of 
development given by Solnit, drawing as he does on 
Anna Freud, Hartman, Mahler and Paiget. 

Taken as a whole and with the possible exception of 
Kohut, this American psychoanalytic view of early 
development is very different to a typical ‘British’ or 
even ‘European’ one. Greenspan illustrates this best in 
his chapter where infant development is conceptualised 
as arising out of a sensorimotor stage in which the infant 
1s not really felt to have a perceiving mind, even a rudi- 
mentary one. This moves gradually to a stage where 
psychic representations are possible. This approach 
means that data of early events can only come from 
observational studies which are relied on very exten- 
sively, so that the infant or child is often seen as being 
studied from the outside, as it were. Studying children in 
this way does result in insights into mental functioning 
-and development and does enable links to be made and 
analogies drawn as in the work of the ethologists and 
infant psychologists, but it also lacks a dimension 
that can be present when we attribute a mind, even a 
rudimentary one, to an infant. 

- One is indeed struck by the question of where this 
body work stands in relation to the enormously expand- 
ing body of information accumulating from the infant 
psychologists, such as Stern, Emde and Trevarthen. 
This debate surfaces disappointingly little in the book, 
but it seems to me that using observational data as a 
primary source for psychoanalytic theories of develop- 
ment leads to the danger that they cannot really stand up 
against the rigorously acquired observational data of 
the infant psychologists. 

A more fruitful debate is possible when each side con- 
tributes from their own territory; when more truly psy- 
choanalytic data is compared with good observational 
studies. A psychoanalytic dimension allows children's 
play and other behaviour to be seen as an expression 
of the mental life of the child, and in the context of a 
psychoanalytic treatment setting, enables the psycho- 
analyst to use his most potent tools, those of transfer- 
ence and counter-transference, to bring a dimension to 
the study of infancy/childhood which can enrich and 
deepen the findings of child psychologists. 

This type of approach is more common in the UK 
and Europe where most psychoanalytic approaches use 
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object relations theories much more extensively. These 
do assume a primitive mind and attempt to make sense 
oftheinfant'sexperience, even if wecan never know with 
absolute certainty what an infant actually experiences. 

Despite these reservations, this book is of importance 
and should certainly be read by those studying child 
development in depth, and who wish to have clear state- 
ments of important North American psychoanalytic 
thinking on this subject. 


ROBIN ANDERSON, Consultant Psychiatrist, 
The Tavistock Clinic, 120 Belsize Lane, 
London NW3 SBA 


Disorders of Learning in Childhood. By ARCHIE SILVER 
and Rosa Haam. Chichester: John Wiley & Sons. 
1990. 683 pp. £51.35. 


This book is intended for psychiatrists, psychologists 
and educators who wish to evaluate and treat children 
with learning disorders. It is written by a child psy- 
chiatrist, and a psychologist who specialises in edu- 
cation, and presents the perspective that “children 
with a learning disorder are best served by a compre- 
hensive understanding of their problems”. The authors’ 
approach to assessment and intervention is based on 
that perspective. 

It is arranged in three main sections with a fourth 
shorter part that expounds “future directions for service 
and research”. The first section focuses on problems of 
definition, classification and prevalence with particular 
reference to American legislation. The second section is 
concerned with principles and management. Assessment 
and intervention are approached from educational, 
psychological, psychiatric and neurological perspec- 
tives. The third section takes what are considered to be 
seven main clinical patterns found in children with learn- 
ing disorders and explores them in more detail. These 
patterns are: specific language disability, the effects of 
poverty, cultural differences and inappropriate stimu- 
lation, attention deficit hyperactivity disorder, organi- 
cally based disorders of learning, Gilles de la Tourette’s 
Syndrome, and autism, Appendices include outlines for 
mental status and neurological evaluations. The authors 
are experienced clinicians and researchers and their 
method is to intersperse more or less substantial reviews 
of research literature with expositions of the perspectives 
and clinical approaches that they adopt. 

Although this is a substantial book, of more than 600 
pages, there are important limitations in terms of the 
territory that it covers. Firstly, this is not a book 
concerned with general learning difficulties or general 
mental retardation, but rather, with specific areas of 
difficulty that are out of step with other aspects of 
development. Nor is this a text book of paediatrics or 
neurology, although neurological examination is con- 
sidered valuable for children with learning disorders, 
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and the chapter on the "Organic group" includes a 
classification of neurological dysfunction and consider- 
ation of certain specific aetiological factors such as 
perinatal and neonatal ‘injury’, Haemophilus influenzae 
meningitis, radiation, and prenatal expcsure to 
cocaine. Thirdly, there 1s no formal exposition of 
normal development. 

This is a difficult book to evaluate partly because it isa 
difficult book to place. That this is so in one way points 
to its undoubted strengths in attempting to taxe a very 
broadly based onentation to specific learnng diff- 
culties. Furthermore, there are considerable efforts to 
present contrasting points of view ın discussians of the 
research literature. However, it has to be sa:d that it 
seems to sit somewhat uncomfortably, doing justice to 
some points of view and not others. 

It can be understood that the authors do nct wish to 
write a text book of child psychiatry or psychology but 
reference to the broad range of techniques thet may be 
employed in treating associated psychiatric disorders or 
psychosocial dysfunctions is extremely thin Family 
therapy 1s referred to once in the summary of the chapter 
on “Principles of psychotherapeutic management”. 

In summary, this book contains a number of useful 
reviews on certain aspects of learning disorders and goes 
some way towards the presentation of a brcad-based 
and balanced approach. However, this has not been 
fully achieved, and in particular there is no resolution of 
the conflict between the desire to assign children to par- 
ticular syndrome classificatory categories or diagnoses 
and the wide variety of dysfunctions in different areas of 
development that specific individual children show 


A.D Cox, Professor in Child and Adolescent Psychiatry, 
Department of Child and Adolescent Psychiatry, 
Bloomfield Clinic, Guy's Hospital, St Thomas Street, 
London SEI 9RT 


Attention Deficit Disorder: Current Concepts and Emerg- 
ing Trends in Attentional and Behavioural Disorders of 
Childhood. Edited by Lewis M BLOOMINGDALE and 
JAMES SWANSON. Oxford: Pergamon Press. 1990. 341 
pp. £49.95. 


This is a book likely to be most enjoyed bv a rather 
specialist readership - those with an active research 
interest in hyperactivity and attention deficit. It may, 
however, also be of interest to workers in tbe fields of 
child psychology, psychiatry or education. 

The papers each deal with a particular topic. Some 
summarise whole research programmes for up to a quar- 
ter of a century; others deal with more contemporary 
empirical data (e.g. Milich & Landau's paper on 'Social 
Status in Differentiating Subgroups of Hyperactivity’ 
and Swanson's paper on "The Use of Paired Associate 
Learning Test in Assessing Treatment Respoase"). Two 
papers, one by Pelham and one by Hinshaw, report on 
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"Treatment Trials’, both assessing the merits of pro- 
grammes integrating behavioural and psychopharma- 
cological treatments. There are also two interesting 
theoretical reviews. The senior researchers' commen- 
taries also vary in style and content. Some concentrate 
on elaborating on the implications of the paper they are 
responding to, others talk about their own latest 
achievements 

Of all the contributions, Susan Campbell's paper on 
*Longitudinal research on early predictors of hyper- 
activity and aggression’, is the most informative, and 
superbly presented Hinshaw’s paper on ‘comparing 
and combining pharmacological and psychosocial 
interventions’ is the most stimulating in 1ts novelty of 
approaches. 

Three papers are particularly demanding on the 
reader as they contain detail and data almost to the 
point of obsession. These are Swanson's paper on Paired 
Associate Learning Test, Sergeant’s report on ‘Process- 
ing Deficits’ and Gadow’s critical account of other 
people's readings of Sprague et al’s original studies of 
‘Dose-response relationship’. 


SEUA SANDBERG, Senior Lecturer, Department of Child 
and Adolescent Psychiatry, University of Glasgow 


Anxiety Management Training: A Behavior Therapy. By 
RICHARD M. SUINN. New York: Plenum Press. 1990. 
376 pp. US$42.50. 


‘Anxiety management’, like ‘psychotherapy’, 1s an 
ambiguous term. many therapists claim to practice it, 
but it is often unclear what is actually being provided. 
This book, however, can speak with some authority, 
since Suinn pioneered anxiety management training 
(AMT) nearly 20 years ago. He describes how AMT was 
developed during the first boom in behaviour therapy, 
when systematic desensitisation was proving very suc- 
cessful for phobias. Sunn wanted a treatment which 
could be used with more generalised anxiety, and the 
result was his AMT. This differed from desensitisation 
in two main aspects: imaginal scenes were used only to 
provoke anxiety, the content being irrelevant provided 
1t achieved this; and relaxation was taught as an active 
skill to cope with anxiety, rather than as a passive, 
counter-conditioning process. 

Given his early prominence in the field, this guide to 
Suinn's current view of AMT is therefore of consider- 
able interest. The book falls roughly into three parts In 
the first, Sunn describes the prevalence of anxiety prob- 
lems and reviews the research evidence for the efficacy of 
AMT with a range of problems. It should be noted that 
there seems to be surprisingly little evidence of AMT’s 
effectiveness with generalised anxiety, which was sup- 
posed to be one of its main areas of application: out of 
the more than 40 studies which Suinn cites, nearly half 
deal with *analogue' populations such as students, and 
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only two deal with actual patients diagnosed as suffering 
generalised anxiety. In the second section of the book, 
he. gives a comprehensive and detailed guide to the 
implementation of his version of AMT with individual 
anxious clients. From this section it appears that Suinn's 
AMT has remained true to its early behavioural roots. 
It focuses firmly on one particular coping skill- 
relaxation - and pays little. heed to` the ‘cognitive 
revolution' of the last ten years. In the final part he 
describes the use of AMT in other diverse contexts, e.g. 
with groups, in behavioural medicine sng in sports 
psychology. 


‘u Sumn describes AMT clearly and with a 1 great deal of 


helpful clinical material, so that any clinician who wants 


to use AMT could do no better than to'start from this 


book. One's main caveats.are that Suinn's AMT may 
seem a little limited in comparison with more recent 
developments in anxiety management (Suinn. himself 
describes some evidence that cognitive approaches 
may be superior on follow-up), and that there-is a 
comparative lack of studies with real patients 


Davip WESTBROOK, Principal Clinical "Pryehologiit 
Warneford Hospital; Oxford OX37JX 


Understanding Tranquilliser Use: The Role of the Social 
Sciences. Edited by JONATHAN Gase London: 
Routledge. 199]. 215 pp. £40.00. 


It is perhaps illustrative of the divide between the disci- 
plines involved in the study of addiction that, despite 
being a member of the same institution as Jonathan 
Gabe, I had no idea that he was working in this area — he 
being in the Department of Social Policy and I beingi in 
the Department of Psychology. 

J approached the task of reviewing this book sceptical 
that 1t could tell me anything I did not already know. I 
was pleasantly surprised. This is a very informative 
book, and.I believe that anyone working in the area of 
addiction will find new and interesting material in it. The 
main body of the book consists of authoritative state- 
ments of the contributions of the various social science 
disciplines to the understanding of tranquilliser use. The 
final part of the book contains three commentaries 
about the practical contributions made by the various 
disciplines. Ys 

t The contributions are,. without. exception, of the 
highest quality, and there.is a very pleasing consistency 
of style which one rarely encounters in edited volumes. 
Either Jonathan Gabe was most judicious in his selec- 
tion of contributors or else he put a great deal of work 
into the editing» Whichever, he is to be congratulated. 
The full range of social science disciplines are covered: 
psychology, sociology, anthropology, epidemiology 
(not strictly a social science but useful to include in this 
context), health economics, communication studies and 
political economics. Commentaries are from a general 
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practitioner, a psychiatrist and a health policy expert. 
One might imagine that there would be considerable 
overlap between the chapters but this is not so. Each one 
makes a distinctive point and is well supported by facts, 
figures and citations. The chapters are all concise, 
packed with information, balanced, and thoroughly 
scientific in their approach. 

Readers of this journal may be particularly interested 
in the chapter by Anthony Clare, giving a psychiatrist's 
view of the issue. It is perceptive, balanced, and I 
imagine will be of considerable practical use. Dr Clare 
has clearly taken on board the idea that prescribing ben- 
zodiazepines is more than a purely medical issue and 
that medical practitioners can benefit from the perspec- 
tive that the social sciences offer when considering when 
to prescribe and when not to. 

This is an extremely useful book which thoroughly 
achieves its objective of drawing together the vari- 
ous contributions made by the social sciences to 
understanding tranquilliser use. 


ROBERT WEST, Senior Lecturer, Department of 
Psychology, Royal Holloway and Bedford New College, 
London University, Egham, Surrey TW20 0EX 


Modern Perspectives in the Psychiatry of the Neuroses, 
Edited by Jonn G. HowzLLs. New York: Brunner 
Mazel Inc. 1989. 400 pp. US$52.95. 


The dilemma of this book, the twelfth in the Modern 
Perspectives in Psychiatry series, is that the author has 
chosen Neurosis as the topic, and DSM-1II as the psy- 
chiatric classification for defining the subject; these are 
incompatible as DSM-III believes that it has finally 
buried what was already the dead corpse of neurosis. 
Starting so unpromisingly, it is not surprising that this 
work is never more than a collection of disassociated 
essays — some good, some bad: There is no consistent 
theme and no thread running through the whole work, 
nor is there an introduction or overview. The nearest to 
this is'a chapter on "DSM-III, DSM-III-R and the 
neuroses". However, this summarises the history of the 
term ‘neurosis in two short paragraphs and does not 
mention the generic diagnostic use of the term, as 
opposed to the psychoanalytic, at all. 

In its choice of subject, there is considerable im- 
balance. For instance, multiple personality disorder has 
gained a whole chapter while no other personality dis- 
orders, nor the generic concept of personality disorder, 
get any space, at all. Anorexia nervosa and bulimia 
nervosa each have a chapter out of the 19, while there 
is almost nothing on the whole range of somatoform 
disorders, somatisation, conversion, hysteria, hypo- 
chondriasis, and psychogenic aims, except for brief 
mention'of hysteria under epidemiology. The important 
and disabling neurotic symptom of depersonalisation 
does not even achieve acknowledgement in the index. 
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The editor states in his preface that he "feels free to 
wander over the world inviting acknowledged experts to 
present a topic to the readership". In this volume he 
appears to have found a dearth of expertise outside 
North America as authors of 17 of the 19 chapters write 
from the United States and one from Canada. Despite 
the title of the book, the only chapter from the United 
Kingdom does not include a psychiatrist among its three 
authors, nor anyone working in the National Health 
Service. 

.It would be invidious to grade the very variable 
quality of chapters. However, there is an excellent 
account of anorexia nervosa and this and many other 
chapters have excellent lists of references. Some of the 
chapters on treatment are useful but why, when the pro- 
cesses of psychotherapy, supportive psychotherapy, 
cognitive therapy and brief psychotherapy are included, 
is behaviour therapy omitted? Although epidemiology 
deals with incidence and prevalence, there is very little 
on course and outcome. 

As well as its limited clinical cover, the scope is also 
severely culture-bound to North America. There are 
many colleagues in developing countries who would not 
agree with the statement: "the least frequent (neurosis) 
is conversion hysteria”. This is not even true for psychi- 
atric practice in a general hospital in Britain, where 
obsessive-compulsive disorder is rarer than hysteria. In 
general this book was a disappointment and not up to 
the standard of some of its companion volumes. 


A. C. P. Sms, Professor of Psychiatry, University of 
Leeds 


Animal Models of Psychiatric Disorders. Volume 3: 
Anxiety, Depression and Mania. Edited by P. SoUBRIE. 
Basel: Karger. 1991. 134 pp. US$118.50/£64.40. 


The history of psychopharmacology, psychiatry, and 
the use of animal models are linked. Few psychiatrists 
have experience of basic neuroscience and pharmaco- 
logical research, so may be unaware of the heuristic 
potential of experiments using laboratory models. Some 
may even be sceptical of the relevance of animal studies 
to everyday clinical routine. Animal models are tools 
which have been developed to ask specific questions, 
and may be, to quote Willner, "viewed as theories of the 
disorder they model". Non-clinical medical scientists, 
on the other hand, may have limited experience of the 
heterogeneity and blurring of diagnostic syndromes, 
and the complex management difficulties posed by real- 
life patients, and may postulate oversimplified patho- 
genic mechanisms and therapeutic approaches which 
stand up poorly to empirical clinical experience. 

This publication (part of a series) aims to promote 
informed debate between clinicians and animal model 
researchers. It features an interesting mix of five reviews 
of state-of-the-art animal models of anxiety, depression 
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and mania, with commentaries, by established psy- 
chiatrists, on the clinical relevance and compatibility of 
these models. Although it is impossible to claim that the 
behaviour of rodents and psychiatric patients is equiv- 
alent, and easy to criticise the criteria by which animal 
models are validated, the clinical commentaries focus on 
the positive aspects of animal models. 

The models reviewed offer a means of testing hypoth- 
eses relating to possible pathophysiological mechanisms 
underlying anxiety and phobic neuroses, eating dis- 
orders, affective disorders, and violent and self- 
injurious behaviours, and generate hypotheses which 
may lend themselves to clinical testing. One review and 
its commentary was particularly thought provoking. 
Models of anhedonia suggest that the heterogeneous 
major depressive syndrome (DSM-III-R) - the central 
concept of which is anhedonia — may be linked to dys- 
functional dopamine transmission in mesolimbic path- 
ways. There is growing clinical evidence to support this 
hypothesis, and a re-evaluation of the conventional view 
that depression is primarily a disorder of noradrenergic 
and serotonergic neurotransmission is called for. 

Toni Lock, Senior Registrar in Biological Psychiatry/ 
Research Fellow, Department of Psychiatry, University 
of Liverpool, Box 147, Liverpool 


Clinical Aspects of Panic Disorder. Edited by James C. 
BALLENGER. New York: Wiley-Liss. 1990. 343 pp. 
US$96.00. 


This book forms volume 9 in the series Frontiers of 
Clinical Neuroscience. The volume begins with the his- 
torical introduction to the concept of panic disorder by 
Klerman followed by five chapters on diagnostic and 
epidemiological issues. Cardiovascular studies of panic 
disorder are dealt with in some detail and the whole 
complex relationship between depression and panic 
disorder is also assessed. Raskin reviews the role of 
depression in the antipanic effects of antidepressant 
drugs. There are nine chapters devoted to the treatment 
of panic disorder and almost all of these arc exclusively 
orientated towards pharmacological approaches. Two 
chapters look at the role of tricyclic antidepressants, but 
the remaining chapters are devoted to the use of benzo- 
diazepines. In fact the chapters are more limited than 
this, in that three of the chapters have 'alprazolam' in 
their title. There is no real effort to put behavioural 
approaches to the management of panic disorder in their 
appropriate context. Even for a biologically orientated 
psychiatrist some chapters are embarrassingly.skewed. 
For any researcher interested in the biology and phar- 
macology of panic disorder this book is certainly a must. 
It is not an introductory text and is in many respects 
alarmingly narrow in its perspective. Not surprisingly, 
perhaps, almost all of the contributions are American. 
The only significant European contribution is from 
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David Nutt who reviews basic mechanisms of benzo- 
diazepine tolerance, dependence and withdrawal. 
Having read the volume one is left with the slightly 
unnerving feeling that it is written in a somewhat 
proseletising manner and, although highly scientific in 
its orientation, may be used by marketing machines to 
sell their products. 

TIMOTHY G. DINAN, Senior Lecturer/Consultant 
Psychiatrist, Trinity College Medical School, 

St James's Hospital, Dublin 8, Ireland 


Manic-Depressive Illness. By FREDERICK K. GOODWIN 
and Kay REDFIELD JAMISON. Oxford: Oxford 
University Press. 1990. 938 pp. £55.00. 


Dr Goodwin is a well known biological psychiatrist 
who is Administrator of the Alcohol, Drug Abuse and 
Mental Health Administration in the USA and a former 
Scientific Director of NIMH. Dr Jamison, an Associate 
Professor at Johns Hopkins, isa talented clinical psychol- 
ogist with a longstanding interest in manic-depressive 
illness, and some remarkable work on its relation to 
creativity. Between them, they have produced a monu- 
mental book on bipolar disorder. The work owes some- 
thing to a larger team: the introduction acknowledges 
the help of professional science writers from NIMH, 
and scientific contributions to chapters from the same 
institution, including the chapter on genetics written-by 
Elliot Gershon. The two authors also reveal which of 
them wrote the first draft of each chapter, inviting some 
interesting comparisons which I shall avoid, but the feel 
is reasonably unified. 

In their introduction, the authors declare some uncer- 
tainty as to whether they are dealing with the modern 
concept of bipolar illness or the wider Kraepelinian one 
of all recurrent major affective illnesses, but in fact the 
content of the chapters declares the focus clearly. There 
is great stress on syndromal description, neuroscience 
background, biochemistry, creativity, lithium and drug 
treatments, little on life stress, social support, psycho- 
therapy, cognitive therapy, or the milder depressions 
in the community. This really is a book about bipolar 
disorder, with the right material for that focus. 

The approach is expansive. There are plentiful direct 
quotes from the research literature, general literary 
sources and accounts by patients. Each chapter starts 
with a quotation. Many of the chapters have large and 
detailed tables which summarise the published studies 
and will come into their own as reference sources. The 
book is written clearly; someone has been through it to 
get the style economical and precise. It reads easily and 
could be read from start to finish, but the size will make 
it more a reference library work. 

' Bipolar disorder only comprises a relatively small 
proportion of all depressive disorder, particularly as the 
focus extends from the hospital ward to the out-patient 
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clinic, general practice and the community. It has con- 
tinuities with the rest of depression, and somewhat fuzzy 
boundaries, but, in my view it does look like a discrete 
illness. The 1960s and the contributions of Angst and 
Perris have in effect given us the best candidate for the 
delineation of a specific illness within the broad syn- 
drome of depression, a development which we may in 
the long run see for other functional psychiatnc syn- 
dromes such as schizophrenia. This volume will become 
a standard reference work on bipolar disorder. 


E. S. PAYKEL, Professor of Psychiatry, 
University of Cambridge, Addenbrooke's Hospital, 
Cambridge CB2 20Q 


Obsessive-Compulsive Disorders: Theory and Manage- 
ment (2nd edition). Edited by MICHAEL A. JENIKE, LEE 
BAER and WILLIAM E. MINCHIELLO. London: Wolfe 
Publishing Ltd. 1990. 436 pp. £35.00. 


The rapid increase in research interest ın obsessive- 
compulsive disorders has meant that this book, which 
aims to review current knowledge of these disorders, has 
more than doubled in size since the first edition in 1986. 

The epidemiology of the disorder is well reviewed 1n 
the clinical section, which also contains interesting con- 
tributions on childhood-onset disorders, related con- 
ditions such as trichotillomania, and on the increasingly 
recognised relationship between Tourette Syndrome 
and obsessive-compulsive disorders. The influence of 
personality disorder is examined mainly from the 
perspective of the authors' own work. 

In the aetiology section, the chapters on neuro- 
biological, neuropsychological and  neuroimaging 
approaches are of particular interest. These areas are 
undergoing rapid development and each chapter pro- 
vides a well-referenced review, including some work 
published in 1990. 

Patients with obsessive-compulsive disorders can 
present considerable management problems, and the 
treatment section reviews the principal behavioural, 
pharmacological and neurosurgical approaches to these 
disorders. The review of behavioural treatments is com- 
prehensive with a range of illustrative case histories 
which may be useful to trainees. A useful flow sheet on 
pharmacological treatment options is provided. A 
further chapter illustrates the value of adjunctive 
family treatment and education, and a short appendix 
written by a sufferer demonstrates the potential value 
of self-help groups. The brief chapter on psycho- 
dynamic psychotherapy fócuses on treatment of 
obsessive-compulsive personality disorders. 

The need for further research, particularly in examin- 
ing the sub-types of the disorder, is acknowledged 
throughout the book. There is a concise review of avail- 
able patient- and clinician-rated scales (which are repro- 
duced in Appendix III), and a short description of the 
elusive search for animal models of the disorder. 
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This is-an attractively presented and readable book, 
with good cross-referencing and little repetition between 
chapters. It is generally well-referenced and would form 
a useful addition to psychiatric libraries. 


E.M. GADD, Senior Registrar in Psychiatry, Uffculme 
Clinic, Queensbridge Road, Moseley, Birmingham 


Psychiatric Diagnosis A Biopsychosocial Approach 
Using DSM-III-R. By Jess Amcam. Washington, 
DC: American Psychiatric Press. 1991. 218 pp. 
£27.95. 


The DSM-IT and DSM-III-R are curious structures 
that need explanation. A perceptive American colleague 
once described them to me as mstruments that “out 
Maudsley the Maudsley" in that they abhor loose 
theory, concentrate on reliability and consistency and 
regard all apparent advances in knowledge with great 
scepticism. This message has been extolled to the US 
nation and far beyond and has had more influence than 
the Maudsley Hospital ever had. The late Aubrey Lewis 
would probably not have regarded the reference to the 
Maudsley as a compliment, however, despite appreciat- 
ing the acknowledgement of a debt owed to-him as a 
‘ground breaker’. This may be something to do with the 
runaway success of the classification which is now com- 
peting with the International Classification. of Disease 
for world wide acceptance. Scepticism has taken a back 
seat as the ever flashier models of the DSM marque 
receive acclamation on the diagnostic highways. Diag- 
nosis is now given.the stamp of approval if it ‘satisfies 
DSM criteria’ for the condition in question, as though 
this status brooked no further argument. 

. In fact, as every practitioner knows, DSM classifi- 
cation is relatively easy, and can be carried. out by a 
naive interviewer after only a few weeks of training, 
whereas clinical diagnosis is a far more complex exer- 
cise. The criticism that DSM-III and DSM-III-R.are 
diagnostic cook books is too flattering; my personal 
experience tells me that following a recipe slavishly 
leads to a pretty good result but the same cannot always 
be applied to DSM classification. 

This book attempts to put some attractive flesh on the 
gaunt DSM skeleton. Dr Amchin compares the human 
mind to a cut diamond which can only be appreciated 
fully if it is observed from several perspectives. Bio- 
logical, psychological and social perspectives are essen- 
tial in this, and Dr Amchin attempts to follow Engel's 
influential model in creating DSM-III-R with a human 
face. 

The book achieves partial success by PRE ET five 
different components to the diagnostic process (those 
trained at the Maudsley Hospital will be pleased to find 
that ‘diagnostic case formulation’ is one of them), and 
describing techniques of interviewing and applying psy- 
chiatric theory to data collected from history and inter- 
view. Where the book fails is in being too respectful of 
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the classification and only expressing occasional mild 
criticism: without any discussion of alternatives. It 
follows the DSM-IIH-R classification almost too slav- 
ishly and for many diagnoses does not add much to the 
original. I would also have liked to see some case his- 
tories emphasising the, value of the. biopsychosocial 
approach that the author is recommending. Some of the 
author's views are also a little unusual, he regards a 
delusion as a fixed belief that is not necessarily false and 
makes a distinction between mood and affect that some 
would find odd. 

The book reads well and would be a useful aide- 
memoire for American psychiatric trainees. It should 
sell well to this group, but for others who are less 
inclined to worship at the DSM altar it is unlikely to 
attract many new converts. 


PETER TYRER, Senior Lecturer in Community Psychiatry, 
St Charles’ Hospital, London W10 6DZ 


Foundations of Psychiatry. Edited by K. Davis, H. KLAR 
& J. COYLE. Philadelphia: W. B. Saunders. 1991. 315 
pp. £21.50. 


A foundation i is the basis of a building, the solid ground 
upon which it is built. If this book represents the foun- 
dations of our discipline, then we should all rapidly 
apply for rehousing. 

As with all foundations, the problems start at the 
beginning. The editors, in a commendable introduction, 
proclaim their intention of linking neurobiology, devel- 
opmental processes and modern genetics into a unified 
synthesis. However; this is contradicted by the first 
chapter, on psychodynamic personality theories. The 
introduction goes on.to state that they will not discuss 
treatment, again, a reasonable decision in a basic text 
book, yet further down the book is a chapter entitled 
"Child psychopathology: diagnosis and treatment". 
This is all.the more extraordinary since one of the 
authors of that chapter is also an editor of the book. 
There are many other problems. Most UK psychiatrists 
would, I suspect, consider phenomenology to be an 
essential part of any introduction to psychiatry, but this 
is given a cursory treatment, and is only listed towards 
the end under mental disorders, rather than as an intro- 
duction. The nine pages devoted to the subject are made 
to look ridiculous when they are succeeded by 13 pages 
on the DSM-III-R classifications! 

How has this book gone so wrong? I think it is because 
the authors, largely based around the Mount Sinai 
School of Medicine, have put together a package that 
does not follow a logical sequence, guided by a coherent 
view of the building blocks of psychiatry, but have been 
more influenced by a desire not to cause offence. Thus, 
the section on schizophrenia consists of an intricate, and 
indeed high quality, account of the neurobiology of 
schizophrenia (although the editors allow the authors to 
devote two pages to relisting the DSM-III-R criteria 
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once more) This is followed by a psychodynamic 
explanation of schizophrenia, but no attempt is made to 
integrate the two views, despite the preface scope. 

Theie is a perfectly.acceptable chapter on stress and 
the immune system, but one feels that its inclusion in the 
crucial introductory section reflects less its importance 
to a basic understanding of psychiatry, and more the 
fact that the authors are international authorities on the 
subject, and belong to the same department. 

If the foundations are rendered unsafe by the inclu- 


sion of bricks that clearly belong in the upper storeys, ` 


such as adolescent suicide, the treatment. of dementia 
and the diagnostic criteria for panic disorder, then the 
whole. structure is rendered uninhabitable by what is 
missing. The coverage of psychology is cursory, and: 
there is no discussion of either intelligence or learning 


theory. There is no account of the principles of classifi-- 


cation, and indeed the reader is simply presented with 
the undigested DSM-III-R. Saddest of all is the com- 
plete absence of any reference at all to the epidemiologi- 
cal underpinnings of psychiatry. This book graphically 
illustrates the way that American psychiatry remains 
firmly rooted in the individual, whether it be his psycho- 
dynamics or his neuropeptides, and. ignores all other 
social or epidemiological perspectives: ^ ' 

‘Overall, although these foundations contain'some 
excellent bricks; many of them are in the wrong place; 
and all of them lack the cement to bind them together. 


SIMON WESSELEY, Senior Lecturer in Psychological 
Medicine, King's College Hospital Medical School and 
The Institute of Psychiatry, Denmark Hill, London SES 


Prevention in Community Mental Health Centres. By R. 
E. Hess and J. MonGAN. New York: Haworth Press. 
1990. 138 pp. US$28.95. ' 


When.John F. Kennedy disbursed large amounts of 
Federal funds for the creation of Community Mental 
Health Centers (CMHC) across the USA during the 
1960s it was a condition of funding that they include 


prevention of mental illness among their services. Just . 


how they were to do this was not clear, but the directive 
sparked considerable enthusiasm for the subject for a 
few years, until the funds ran out. : 

Thirty years later, it is saddening.to read that ‘the 
present shortage of research and credible evaluations in 
the field has made it difficult to validate the considerable 
gains which practitioners see’. This lack of firm evidence 
for preventive programmes has not prevented Americans 
from embracing a wide range of them. Thus we learn 
that in New Jersey alone a ‘Self-help Clearing-House’ 
has helped to develop over 500 new self-help groups, and 
a CMHC in a medical school-based hospital lists 
services for the following groups during the past year: 
separated or divorced, single parenting, stressed people, 
homeless, unemployed, urban poor, sick, substance 
abusers, drop-outs, pregnant teenagers, youths, with 
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social problems, children, families of patients with 
Alzheimer's Disease and other mentally ill people, gays, 
lesbians, retired, and people in cultural transition. . 

The list is endless, the enthusiasm boundless, and the 
self-congratulation cloys, but we should not denigrate 
the help that is being given to very large numbers of 
people. As`a scientific exposition of the field this slim 
book does ‘not match up to Jennifer Newton's ‘The 
Prevention of Psychiatric Disorders' but it does provide 
a fascinating bird's-eye view of six significant pro- 
grammes of preventive care which have survived the rise 
and fall of preventive psychiatry in the USA. 


Corm MURRAY-PARKS, Department of Psychiatry, The 
London Hospital, Whitechapel, London El 1BB 


A Guide to Psychiatry in Primary Care. By Patricia R. 
' Casey. Hampshire: Wrightson Biomedical Publishing 
Ltd. 1990. 269 pp. £19.50. ` 


In recent decades there has been an increasing awareness 
of the importance of psychiatric illness in general prac- 
tice. There has also been considerable speculation on the 
role of the general practitioner (GP) in the management 
of these disorders. Traditional hospital management 
strategies are often impractical and difficult to 
implement in a general practice setting These central 
issues are well addressed in this review of psychiatry in 
primary care. 

The book begins with a review of psychiatric epidemi- 
ology and the various levels of health care available in 
the community and hospitals, with appropriate refer- 
ences to. research studies done in each of these areas. 
This is followed by a commentary on history taking and 
clinical assessment within the surgery setting together 
with a brief discussion on the more difficult areas of 
disease classification. The difficulties, for primary care 
workers, of using the traditional single diagnostic label 
are contrasted with the value of a multiaxial diagnostic 
framework. 

Each major disorder is reviewed in separate chapters, 
beginning with a brief introduction to the clinical syn- 
drome in question and proceeding to relevant criteria 
for diagnosis and a review of management approaches. 
Although this description may conjure up images of yet 
another general book on psychiatry, in this instance 
Casey’s work stands out as different because of her 
simple and concise style, her repeated references to gen- 
eral practice issues and her keen attention to relevant 
detail. Moreover, her practical approach to some of the 
commoner psychiatric problems seen in primary care 
will be wholeheartedly welcomed by all those closely 
involved in the care of the mentally ill in these settings. 
The end of each chapter has appendices, in the form of 
clinical case histories with brief notes on possible man- 
agement approaches. Although these succeed in adding 
a clinical dimension to the theoretical descriptions 
drawn out'in the previous pages, they could prove 
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tedious if one were to go through them at one sitting.. 


The appendix to the chapter on “Anxiety”, however, is 
particularly useful as one is methodically guided 
through the motions of ‘deep muscle relaxation’ tech- 
niques, thus offering a useful therapeutic exercise for 
those who would like to implement its practice. 

While the debate on the pros and cons of implement- 
ing counselling ‘within the general practice setting con- 
tinues, it is valuable to have some information on this 
contentious area. Casey provides the reader with a suit- 
able introduction to this field, by initially drawing a 
distinction between psychotherapy and counselling and 
later by spelling out requirements for the use of each of 
these therapeutic techniques. 

Although in recent years liaison psychiatry has been 
widely used in parts of the country, in some areas little 
such work is carried out. The discussion on the import- 
ance of community psychiatry, and the information 
provided on the various models of liaison psychiatry, 
offers the reader a useful introduction to this novel 
concept of psychiatric care. 

Information on the facilities available for the care of 
the chronically mentally ill such as group homes, day 
centres and in-patient services will be well received by 
most primary care workers. This, together with the final 
commentary on self help groups and their place in the 
implementation of care programmes, is given the true 
emphasis it deserves in view of the changing face of 
community care. 

Finally, as the book quite correctly focuses on the 
general aspects of psychiatric care in primary care, I 
would heartily recommend it to most general practice 
principals and the trainee GP, but it will probably have 
less to offer those GPs with a particular interest in 
psychiatry or psychological issues. 


IRWIN NAZARETH, Sir Jules Thorne Research Fellow, 
Department of Primary Heaith Care, University College 
and Middlesex School of Medicine, Whittington 
Hospital, London N19 5NF; and Academic Department 
of Psychiatry, Royal Free Hospital Medical School, 
Royal Free Hospital, Pond Street, London NW3 20G 


Preventing Alcohol and Tobacco Problems. Volume 1. 
"The addiction market: consumption, production 
and policy development". Edited by ALAN MAYNARD 
and PHILIP TETHER. Aldershot: Avebury. 1990. 252 
pp. £30.00. 

Preventing Alcohol and Tobacco Problems. Volume 2. 
“Manipulating consumption: information, law and 
voluntary controls". Edited by CHRISTINE GODFREY 
and Davip ROBINSON. Aldershot: Avebury. 1990. 212 
pp. £30.00. 


These two volumes are the result of a five-year collabor- 
ation between the Centre for Health Economics, 


University of York, and the Institute for Health Studies,” 
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University of Hull, working together as the Addictions 
Research Centre (ARC). The work was funded by a five- 
year ESRC grant for a programme concerned with “the 
identification and minimisation of impediments to co- 
ordinated approaches to the prevention of alcohol and 
tobacco-related problems". The focus of the work is on 
policy at a national level. 

The books are divided into 18 chapters. Volume 1 
covers consumption and taxation trends, tax policy, and 
the tobacco and alcohol industnes. Volume 2 deals with 
the various policy options available to manipulate con- 
sumption of alcohol and tobacco. There are chapters on 
regulatory mechanisms, voluntary agreements, adver- 
tising, and the policy networks responsible for legisla- 
tion and liquor licensing. A chapter on drinking and 
driving illustrates these issues, and a final chapter 
summarises the two volumes and draws conclusions. 

What this work tells us is that the development of 
preventive policies at a national level is a complex busi- 
ness. For example, as many as 16 government depart- 
ments have an 'interest' in alcohol, although most of 
these are contrary to what might be considered appro- 
priate health objectives. Any increase in preventive 
policy measures is therefore likely to be slow and intro- 
duced through the continued pressure of professional 
and public interest groups. Only a will on the part of 
government to develop a coordinated policy through 
interdepartmental collaboration is likely to change this 
situation. 

I have enjoyed reading these books and learned a 
great deal: in particular, how the industries work, their 
links with government and political parties, and the 
complex nature of policy networks. What the books 
lack, I feel, is a sense of context. For example, it would 
have been helpful for the general reader if the first vol- 
ume was introduced with a discussion of the nature and 
costs of the health effects of tobacco and alcohol; these 
are taken as understood. Also, there is no reference to 
any practical framework for health promotion. The 
books deal predominantly with the roles of policy, legis- 
lation, taxation and other regulatory measures, and 
these could usefully have been set in the context of other 
approaches to preventing alcohol and tobacco prob- 
lems, such as health education and preventive measures 
at individual or collective levels. 

Nevertheless, these are authoritative works dealing 
with important issues. The authors combine a wide 
range of skills (economics, health and social policy, pol- 
itical science and statistics) and have a distinguished 
track record (the appended ARC bibliography contains 
over 130 publications from the five years of this collab- 
oration alone). The books will appeal particularly to 
social scientists with an interest in the economics and 
politics of alcohol and tobacco. A wider readership, 
however, is less likely to be reached: firstly, because a 
level of understanding of social science methods and 
language is assumed; and secondly, because at £60 this is 
anexpensive pair of books which realistically could have 
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been published as a single volume. However, the books 
are well laid out-with an editorial introduction to each 
volume, well referenced with over 600 citations in the 
text, and comprehensively indexed. I shall keep them on 
my bookshelf and refer to them often; to anyone else 
with an interest in the addiction market, they are 
recommended reading. 


MARTIN WHITE, Lecturer in Public Health Medicine, 
Division of Epidemiology and Public Health, 

The Medical School, University of Newcastle upon 
ned NE24HH 


Opioids, Bulimia, and Alcohol Abuse and Alcoholism. 
Edited by Larry D. REID. Tun Springer-Verlag. 
1990. 393 pp. DM98.00. 


The 31 contributors to this book describe the proceed- 
ings of a satellite symposium associated with the 1988 
meeting of the Society of Neuroscience in Canada. The 
book's format is well structured with.seven sections, 
each concentrating on a defined area which logically 
follows its predecessor. The detail in which the subject is 
explored is illustrated by the list of over 1000 references. 

The first section provides general background infor- 
mation on eating disorders, alcohol abuse and alcohol- 
ism (AA&A), and opioidergic systems and their 
interaction with central reward processes. 

Subsequent sections focus on possible abnormalities 
of the opioidergic systems in bulimia and AA&A and 
the treatment ,of these conditions. The current body 
of knowledge is scrutinised and supplemented with 
descriptions of studies carried out by the contributors. 

A major hypothesis throughout the book is that dis- 
rupted opioidergic activity increases the likelibood of 
loss of control of both-eating and alcohol intake, hence 
the desire to consider bulimia and AA&A together. This 
hypothesis suggests modification of opioidergic activity 
as a treatment of these disorders. . 

Taking medication 1s not regarded as the ultimate 
treatment. On the contrary, the contributors emphasise 
the beneficial effects of psychotherapy and its role in 
first line treatment. They indicate that drugs should be 
reserved for the treatment of resistant cases or as 
adjuncts. 

Several well designed studies are quoted concerning 
the use of naltrexone in the treatment of bulimia and 
AA&A. The studies suffer greatly from small numbers. 
Many of the groups they ultimately compare are of less 
than 10 subjects. The significance of their positive 
results must therefore be viewed with some scepticism. 
In addition are the problematic adverse effects (includ- 
ing hepatocellular damage) of naltrexone ingestion, 
particularly in high dosage. 

Reid, the editor, ends the book with a summary 
chapter. He defends both his and his colleagues attempts 
to find pharmacological therapies for the disorders. He 
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is probably realistically concerned that this avenue of 
research is unlikely to escape the criticism of some 
readers. Unperturbed, he expresses enthusiasm and 
optimism with regard to future development of this 
field, and accepts the need for further research. 

In conclusion, the book is written in a 'reader- 
friendly' manner, and serves as a comprehensive intro- 
duction to this comparatively new, biological approach 
to the understanding and treatment of bulimia and 
AA&A. The contributors’ (in particular Reid's) uncom- 
plicated, and at times witty, styles maintain the reader's 
attention and interest throughout. 


JONATHAN I. Bisson, Registrar, Queen Elizabeth 
Military Hospital, London SEI8 4QH 


Sounds from the Bell Jar. By GORDON CLARIDGE, RUTH 
Pryor and ‘GWEN WATKINS. London: MacMillan 
Press. 1990. 260 pp. £35.00. 


There is one serious problem with this book — its price. 
Even if one disagrees with the main thesis of this book, 
which I think I do, this is a book to be treasured for its 
wealth of clinical details, its historical interest and the 
quality of its writing. 

The book takes up the issue of whether madness and 
creativity are in any way related. The argument put for- 
ward rests on some of the ideas of Gordon Claridge, 
which can be gleaned from his now classic articles (in 
this journal 1972-87) on the schizophrenias as nervous 
types. In considering this question, the authors detail the 
lives and mental illnesses of Margery Kempe, Thomas 
Hoccleve, Kit Smart, William Cowper, John Clare, 
John Ruskin, Arthur Benson, Virginia Woolf, Antonia 
White and Sylvia Plath. 

There is some overlap in the case histories with Roy 
Porter's Social History of Madness but the overlap is 
complementary rather than competitive. The authors 
subject their case material to the schedule for affective 
disorders and schizophrenia, life-time version (SADS- 
L). To do so they take a different emphasis in their 
histories to Porter, and 1n so doing they shed further 
light on many of these figures. In so doing they also, I'm 
sure, will engage the interest of many who read this 
book, by provoking the question “just what do I think 
the correct retrospective diagnosis should be for the 
individuals in question" To my mind, one of the weak- 
nesses of the SADS-L is its almost exclusive emphasis on 
affective disorders and schizophrenia. There is little 
scope for considering whether the individuals concerned 
may have had either hysterical or obsessive components 
to their disorder. The possibilities of diagnosing a 
delusional disorder other than schizophrenia or an 
affective disorder are also restricted. Besides this, for the 
sake of the overall thesis of the book, the authors lean 
towards seeing a touch "of schizophrenia" in almost all 
of the sample. 
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: Nevertheless, the case built for an association - 


between ‘madness and creativity, and in particular for 


the mechanism proposed whereby this might be: 


mediated, is a strong one, and this, allied with the intrin- 
sic interest of the cases themselves, makes this a book 
that will give great pleasure to anyone with an interest in 
mental illness, whether from a professional point of view 
or by virtue of personal involvement in the issues. 


Dav HEALY, Senior Lecturer in Psychological 
Medicine, Academic Sub-Department of Psychological 
Medicine, North Wales Hospital, Denbigh, 

Clwyd LLI6 SSS 


Freud on Women. By ELIZABETH YOUNG-BRUEHL. 
London: Hogarth Press. 1990. 399 pp. £20.00. 


Since the beginning | of time, there have been disputes as 
to who is superior and who came first, man or woman. 
From ancient times to the present day, the debate has 
‘been both lively, urgent and controversial. 

Freud, the founder of psychoanalysis, in all the vast 
wealth of his concepts, seemed to have such contro- 
versial ideas about women, that it was inevitable that 
someone would collate them for all to understand. 
Elizabeth Young-Bruehl has here endeavoured to do 
just this. The introduction outlines her understanding of 
Freud’s position, together with his rebuttal of the views 


of the female analysts Karen Horney and Melanie: 


Klein. This is followed by Freud's letters to Fliess which 
are interspersed with explanatory comments. This por- 
tion shows the development of Freud's thinking, mainly 
with regard to bisexuality. The author then sets out 
Freud's texts concerned with sexuality, each chapter 
beginning with a precis of his position, development and 
problems of that period. 

Elizabeth Young-Bruehl hopes the anthology will 
encourage current and future debates about Freud's 
views on women, but perhaps a more appropriate title 
would be Freud's problems about women. He recog- 
nised and acknowledged the struggle engendered by his 
views of female psychology and returns to the problem 
time and time again in his writings. Each time, however, 
he has the same starting point of comparing and con- 
trasting male and female genitals. In the prephallic 
phase, Freud found that boys and girls were similar in 
their aggression and hostility, and that girls were fre- 
quently advanced in intellect and curiosity. In the geni- 
tal stage he'focused on the supenor male genital and 
believed that penis envy ıs primary for females and 
consequently modifies her oedipus complex. It then 
follows for Freud that women have lesser super egos, 
and therefore a lesser moral sense, and leads him to 
place women in an inferior position socially and 
psychologically. 

As Freud interchanges super ego and ego ideals, 
women consequently have more lowly ego ideals than 
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men. Janine Chasseguet- Smirgel, however, would argue 
that the ego ideal is the basis for perversion, and has to 
be renounced in favour of ego reality. 

Winnicott always thought of a baby in relation to its 
mother, and it may be that our problem lies in the con- 
cept of man or woman as independent and individual 
rather than being dependent and complementary. 
Creativity has defied analysis, perhaps the difference 
between men and women which I believe to be very 
small, but also to be the spark of life, will continue to 
do so. 

This book is ‘a good read’. The texts and discussions 
are presented in a clear, concise manner and there is an 
excellent annotated bibliography. That Freud dismissed 
any views other than his own and put forward such 
determinedly denigratory ideas about women is hardly 
Young-Bruchl's fault; indeed, to produce such a book 
shows courage, and a sure acknowledgement of the 
genius of Freud. 


DEIRDRE GLEESON, Associate Specialist in 
Psychotherapy, Psychotherapy Clinic Forest House, 
Claybury Hospital, Woodford Bridge, Essex IG8 8BY 


Delirium in the Elderly. By James LINDESAY, ALASTAIR 
MacDoNALD and IAN STARKE. Oxford: Oxford 
University Press. 1990. 122 pp. £18.50. 


Delirium, particularly in the elderly, represents a chal- 
lenge to both clinicians and researchers. Difficulties in 
making an early and reliable diagnosis often lead to 
delayed management with the consequent high mor- 
tality rate reported in many studies. To'the researcher, ` 
issues of nosology, particularly the borderland between 
delirium and dementia, and the development of sensitive 
operational criteria for reliable diagnosis remain to be 
tackled and resolved. Thus, the'appearance of a book 
wholly devoted to the subject is welcomed, particularly 
with authors well qualified for this work. It was there- 
fore with enthusiasm and anticipation that I began to 
read, but alas, it did not meet my expectations. 

There are six chapters. Each, bar the last one, begins 
with a quotation. Chapters include the concept of delir- 
ium, assessment and diagnosis, causes, neuronal basis of 
delirium, management and an agenda for research. 

The chapter on the concept of delirium outlines the 
diagnostic guidelines of the major. classifications and 
exposes their shortcomings, but does not suggest any 
way forward. Halfway through, the authors decide to 
discuss prevalence‘and outcome studies which, despite 
their importance and good exposition, seem out of 
place. Although the chapter on the neuronal basis of 
delirium reads well, the rest was somewhat elementary. 
Nevertheless, this book contains five excellent case 
reports and I wished the authors had given the reader 
more of their valuable clinical material. I will certainly 
pick up this book and use the good reference list 


. A copy for each and everyone? Not really, even if you 
are not concerned about spending your next £18.50, but 
a copy should find its place in the hospital library. 


MOHSEN NAGUIB, Senior Lecturer in Old Age Psychiatry, 
St Mary’ s Hospital Medical School, London 


DSM-IIi-R Training Guide for Diagnosis of Childhood 
Disorders. By JuprrH Rapoport and DEBORAH 
` IsmoND. New York: Raven Press. 1990. 175j pp. 
` US$37.50. ] $ a 


This book came as a pleasant surprise. While DSM-III- 
R and its predecessors are not models of scientific rigour 
or clarity of thought, Rapoport and Ismond.provide a 
realistic appraisal of their value as applied to Pod 
disorders. ` 

"The book opens with a ierra discussion of child 
psychiatric diagnosis, including the problems inherent in 
making diagnoses in very young children and thereactive 
nature of many childhood disorders. The second section 
is concerned with “the basic concepts for pediatric psy- 
chiatric diagnosis", and includes discussion ofthe uses of 
Axes II, HI, IV and V, and of treatment-related issues. 

"Thethird and main section opens with two short over- 
viewchapters. The various diagnostic categories are then 
discussed in turn. Each is described and compared with 
DSM-IlI and, sometimes, DSM-II, and the 1989 draft of 
the 10th edition of the International Classification of 
Diseases ICD-10). A comparison of DSM-III-R and 
ICD-10 is also provided in Appendix I. This section 
contains illustrative case studies, but the value of some is 
limited by their brevity. This makes it hard to be sure 
whether the criteria for the diagnosis under discussion 
are fully met; the data given for one history; on page 104, 
simply do not seem in any way to support one of the two 
Axis I diagnoses made —that of “Separation anxiety 
disorder". 

There are several complimentary references to the 
fifth axis of the multiaxial modification of ICD-9 put 
forward by Rutter and his colleagues in 1975. This is set 
out in full in Appendix I. Also, on page 81, the authors 
comment on the "relative uselessness of Axis V [in DSM- 
III-R] for many childhood cases". Appendix II lists a 
number of diagnostic scales and interview schedules 
which may be helpful in making child psychiatric 
diagnoses. I > UR E thou 

Onthe whole, Ifound this book a rational, reálistic and 
helpful explanation of how to apply DSM-III-R to child 
psychiatric disorders. There is no’ attempt to hide the 
scheme’s limitations and there are Suggestions for its 
improvement. Some of the content consists of repetition 
of material — such as lists of diagnosticcriteria~available 
in the DSM-III-R books and elsewhere, but this is prob- 
ably inevitable in a book of this sort. Recommended to 
devotees of DSM-III-R! 


PHILIP BARKER, Professor of Psychiatry and Paediatrics, 
University of Calgary, Alberta, Canada T2T 5C7. 
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Mood, The Frame of Mind. By WiriLiAM N. MORRIS. 
New York: Springer-Verlag. 1989. 261 pp. DM98.00. 


The nature of mood is a subject which has attracted the 
interest of philosophers and writers as well as psychol- 
ogists and neurobiologists. This monograph seeks to 
review the major theories of mood and to integrate them 
with recent conceptualisations of mood disorders. In his 
foreword the ‘author asserts that research into these 
fields has reached ‘fever pitch’ and it is a reflection of 
this, as well as an attestation to the thoroughness of his 
literature search, that his list of references contains 
almost 700 titles. 

The book consists of chapters which each deal with 
an individual aspect of mood. Of particular interest to 
psychiatrists are the chapters describing endogenous 
factors associated with mood (the only chapters to have 
been written by another author) and the influence of 
mood on thought and behaviour. As far as I am aware, 
these chapters appear to cover the major research and 
theoretical issues in their respective areas. Each chapter 
ends with a summary of its conclusions which is par- 
tigularly helpful in assisting the reader through an 
intellectually demanding field. 

This book will be of most interest to applied psychol- 
ogists and cognitively inclined psychiatrists who are 
interested i ina summary of the main concepts important 
in the understanding of mood. 


ANDREW BRITTLEBANK, Lecturer, Department of 
Psychiatry, University of Newcastle upon Tyne 


Delirium: Acute Confasional States. By ZBIGNIEW J. 
LrpowskI. New York: Oxford University Press. 1990. 
490 pp. £60.00. 


. This is a: welcome bead edition of a book onginally 


published in. 1980. It provides an exhaustive and 
scholarly survey of the acute confusional states that the 
author would urge us to describe with the single term, 
delirium... 

"The book falls broadly i into two halves. The first details 
the clinical features of delirium and the available 
approaches to understanding its nature. It makes inter- 
esting reading, particularly in those sections which 
review relevant work on sleep deprivation, drug-induced 
states and experimental electroencephalographic inves- 
tigation. Much of the work from the 1950s and 1960s will 
be unfamiliar to,a modern audience. The conclusion, 
together with the supporting evidence, that anticholin- 
ergic drugs are the single most important class of drugs 
inducing delirium deserves to be more widely appreci- 
ated. It.is difficult not to sympathise with the author’s 
lament-that delirium tends to be seen too seldom by 
psychiatrists, who might be interested in the mental 
phenomena, and too often by physicians or surgeons in, 
onemight add, their most junior incarnation. The second 
half of the book takes on the subject cause by cause and 
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makes less satisfying reading although it is‘a useful 
resource for references. 

It isa pity that the high standard ofthe book's content 
is not matched by a comparably good presentation. It is 
flawed by surprisingly frequent and unnecessary typo- 
graphical eirors and the numbered referencing system is 
difficult to use. There 1s.also a stark absence of illus- 
trations. Otherwise, the book is highly recommended to 
a general psychiatric readership, and will be a valuable 
addition to most hospital libraries. 


G.M Goopwmn, M RC Clinical Scientist and Honorary 
Consultant Psychiatrist, M RC Brain Metabolism Unit, 
Royal Edinburgh Hospital, Morningside Park, 
Edinburgh EH10 5HF 


Clinical Approaches to Sex Offenders and their Victims. 
Edited by Cirve R. HOLLIN and Kevin HOWELLS. 
, Chichester: John Wiley & Sons. 1991. 329 pp. £34.95. 


When facts are’ sparse, a priori theory, clinical 
impression and expert pronouncements provide the 
cloth for what becomes accepted as received wisdom. 
This has been especially true in the field of sexual offend- 
ing where the tendency to dress opinion as knowledge, 
tailored by a small ‘number of repeatedly cited, but 
methodologically suspect, research studies has been the 
norm. Fortunately, this state of affairs is slowly begin- 
ning to change. Theories relating to the causes of sexual 
crime, the assessment and treatment of offenders who 
carry it out, and the effects sex crime has on victims, are 
now, together with the data on which they are based, 
being considered more critically. Although facts are still 
relatively scarce, workers are at least more honest about 
the existence of holes in the fabnic. 

This book is a good example of the advantages 
inherent in the recent emphasis on empirically driven 
approaches to sexual offending. A collection of chapters 
written by psychiatnsts and psychologists from Britain 
and America, it ‘provides a critical review of various 
aspects of both sexual offending and sexual victimis- 
ation. Its stated aim is to focus on empirical research, 
examining how well theories and practical applications 
fit the data. On the whole, it meets this aim well, and as 
such provides a useful foundation for those new to the 
field as well as a source of reference for those who have 
more experience. - 

Almost all ofthe chapters are of a high standard. In 
particular, the piece by Donald West on the effects of sex 
offences on victims is'refreshingly blunt, and will un- 
doubtedly be attacked by victim support groups and 
feminist theorists for his attempt to put the effects of 
sexual victimisation in perspective. The attack should be 
resisted, for he is making a simple but important point 
that we ignore at our peril: victims, as well as offenders, 
represent a heterogeneous group of individuals. 

Although on their own most of the chapters provide a 
good review of their subject, the book itself could have 
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done with a bit more hardheaded editing. In combining 
the study of offenders and victims in one book, the 
editors have done a useful service 1n exposing readers to 
both sides of the offending equation, but the coverage 
has had to be selective. Much of the material n victimis- 
ation, however, is repetitive, the same studies appearing 
in almost every chapter, as authors prepared their 
ground with the same tools. Finkelhor's theories of child 
molestation, for instance, and his estimates of the preva- 
lence of child sexual abuse, were aired frequently. One 
does have to wonder whether those writing about vic- 
tims were allowed altogether too much rein; some of 
their chapters could have. been easily pruned.so that 
other issues, such as the relationship between normal 
sexuality and offending, could have been explored. 

The book does suffer from one important flaw, which 
isa problem that infects most books on this subject. One 
cannot help noticing that. American authors tend to 
quote only American research, British authors both 
American and British work, and neither refer to work in 
the non-English literature (though Kraft-Ebbing 
usually gets amention). There is an assumption that 
findings from one country are easily exportable, an 
assumption that requires testing. We desperately need a 
working knowledge of research done in non-English 
speaking countries if we are to understand the ways 
in which society and culture can influence both 
sexual offending and the response of individuals to 
victimisation. 

On the whole then, an excellent, but not definitive 
book.. 


Don Gruswn, Research Worker, Department of Forensic 
Psychiatry, Institute of Psychiatry, De Crespigny Park, 
London SES 8AF 


A Special Scar: The experiences of people bereaved by 
suicide. By ALISON WERTHEMER. London: Tavistock/ 
Routledge. 1991. 234 pp. £35.00 (hb), £10.99 (pb). 


Iam not aware of much that has been written specifi- 
cally for those bereaved by suicide. In the UK, 
Barraclough and Shepherd have looked at the experi- 
ences of the relatives of suicides in a systematic way and 
provided much valuable information about how the 
bereavement affected them. However, these studies were 
research studies and their articles are not intended for 
consumption by the general public. 

Alison Wertheimer, whose sister committed suicide, 
has written this book for those who have undergone 
similar experiences and for members of the ‘caring pro- 
fessions’. Fhe book 1s divided into three sections, the 
first details, in a reasoned and accurate way, some of the 
facts and figures surrounding suicide. The last section 
takes a look at the ways in which the experiences at 
the hands of the press and Coroners Court could be 
made less painful for those bereaved by suicide. It also 
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discusses how support services to this group could be 
improved. 

At the core of the book is a series of interviews with 

‘survivors of suicide’ who made contact with the author 
as a result of letters circulated through CRUSE and The 
Compassionate Friends and a small number through a 
letter in New Society. This section is divided into topics 
and the individual experiences of the survivors are 
mixed in with.research findings in an extremely skilled 
manner which I am sure is an ideal way of communicat- 
ing with a group of people who may have suffered recent 
trauma. 

I have two criticisms. Firstly, we know that psychi- 
atric illness plays an important part in suicide-and yet. 
this book contained little discussion on this point about 
which I am sure-the bereaved would like some expla- 
nation. Secondly, although I have no doubt that the 
interviews carried out and described in this book will be 
of immense value to those reading them, this is still a 
highly selected group and perhaps insufficient weight 
was attached to this fact. Having said this, I believe that 
it is an excellent book, and one which I have already 
recommended to a colleague who wished to know what 
there was available to recommend to a friend who had 
been recently bereaved as a result oF suicide. 


CHRISTOPHER VASSILAS, Lecturer, Department of. Mental 
Health, University of Bristol, 41 St Michael's Hill, 
Bristol : 
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Behavioral Aspects of AIDS. Edited by Davip G. 
Ostrow. New York: Plenum Publishing Corporation. 
1990. 414 pp. US$55.00. 


Acquired immune deficiency syndrome (AIDS) has had 
an enormous impact on society and the medical pro- 
fession and it is no surprise that much has been written 
and speculated about its implications. This book reviews 
many of those aspects of AIDS which might be loosely 
assembled under the title of behavioural. It is a detailed 
work in four parts, which is introduced by a passionate 
piece by Daniel Defert on the involvement of patients in 
the scientific and moral world of AIDS. He documents 
the upheaval in the traditional relationship between 
doctor and patient which has arisen with AIDS, with 
patients demanding to be heard in the process of clinical 
and research decision making. The first part of the book 
contains an overview of AIDS and psychovenereology, 
while the second part concentrates on social and be- 
havioural aspects of prevention of human immuno- 
deficiency virus (HIV) infection. Much of the psychiatry 
and neurology of AIDS is contained in the third section, 
while the final section brings together information for 
the delivery of health services to patients with HIV infec- 
tion and again contains work related to mental health, 
including consultation/liaison services. A very brief 
chapter on .psychoimmunology. trials at the end is 
something of an afterthought. . 
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The result is a comprehensive review of the field which 
will be of most interest to mental health workers who may 
encounter AIDS patients 1n their clinical work. Itis of less 
interest to clinicians and researchers actively involved in 
the discipline, for whom much of the data reviewed is 
inevitably somewhat dated. In view of the book’s origins 
and the American hegemony in the subject, 32 of the 35 
contributors are North American. Thus, this 1s a North 
American view, and much European literature and clini- 
cal practice is ignored. For example, use of psycho- 
stimulants such as methylphenidate in depression and 
dementia, and intravenous amitriptyline as an emerg- 
ency measure, would not reflect clinical practice in the 
United Kingdom. There is a degree of overlap between 
contributions, particularly in the sections on neuro- 
psychiatry and clinical intervention, which is difficult to 
escape in such a comprehensive volume. However, a 
lack of consensus on terminology, such as AIDS-related 
dementia, HIV-associated organic brain disease and 
AIDS-associated organic mental disorder, all used to 
describe the central nervous system (CNS) sequelae of 
HIV infection,-might have been avoided with greater 
concordance between contributors and editor. All 
things considered, this book will compete strongly 
with others in the field and would be an authoritative 
addition to any departmental library. 


MICHAEL B. KING, Academic Department of Psychiatry, 
Royal Free Hospital, Pond Street, London NW3 2QG 
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Sex in the Forbidden Zone. By PETER RUTTER. London: 
Unwin Paperbacks. 1990. 238 pp. £5.99. 


The idea of male psychiatrists/psychotherapists seduc- 
ing their female clients and having sex with them behind 
closed doors up and down the country, at first sight 
seems rather far fetched. Maybe in California, but not 
here. 

Rutter, who is a psychiatrist in San Francisco and an 
analytical psychologist, defines the 'forbidden zone' as a 
condition of relationship in which sexual behaviour is 
prohibited because a man holds in trust the wounded, 
vulnerable or under-developed parts of the woman. This 
trust derives from the professional role of the male as 
doctor/therapist/lawyer and ultimately father. As 
keeper of this trust, it is Rutter’s view that it is the man's 
responsibility, no matter what the level of provocation 
orapparent consent by the woman, to ensure that sexual 
behaviour does not take place. Perhaps few would dis- 
pute this in the cold light of day, which adds to the 
mystery of.why such sexual encounters seemingly do 
happen and on such a large scale. 

He.does not offer us a detailed statistical analysis, but 
rather teasingly refers to large scale studies that indicate 
the size of the problem. He ends up with the minimum 
figure of 1096 of. male therapists/lawyers/clergyman/ 
psychiatrists who have transgressed the forbidden zone 
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into overt sexuality, which creates a vast number of 
potentially damaged victims. 

After: mapping out the territory, he devotes two 
chapters to the “Wounds of women" followed by the 
“Wounds of men". In them he argues that the lure of 
sexual behaviour in the forbidden zone is to do with the 
masculine myth of the feminine where men seek healing 
through an unconscious. projection of their ‘own 
wounded 'feminine' self. This is readily taken up by cer- 
tain women who in the past have experienced exploited 
compassion and who have been left with a devastating 
sense ofaloneness.:  ' 

-I found these early chapters illuminating and wel- 
comed the clarity of his jargon-free style of writing, 
although the frequent use of vignettes from his own case 
reports became a little irritating. 

The final chapters “A guide for women ... guarding 
the sexual boundary" and “A guide for men .: . facing 
the feminine in new ways", I found less convincing. 
Earnest in tone and a little schoolmustreasy, they struck 
me as being somewhat simplistic, as if trying to offer not 


exactly easy answers, but concrete answers, and as if: 


the-strong pull of psychological undercurrents, so well 
described in the earlier chapters, once recognised, could 
be easily crossed. 

So, the seduction of this book for me ended before I 
reached the final pages but I would nevertheless, recom- 
mend it as an interesting synthesis of a complex issue 
thať needs to'be addressed and which may help each of 
us to focus on and scrutinise our own personal and 
clinical morality. 


CHARLES MONTGOMERY, Registrar in Psychiatry, 
North Devon District Hospital, Raleigh Park, 
Barnstaple, Devon EX31 4JB ? 


Psychic Envelopes. Edited by DIDIER ANZEU. London: 
Karnac Books. 1990. 274 pp. £16.95. 


Dr Anzieu has previously written on the close links 
between skin, self, and ego. In this book, he has encour- 
aged eight contributors to submit articles rather loosely 
based on the same theme, since the articles all contain a 
good deal of theoretical speculation. It is not quite clear 
to what extent the contributors actually use this model 
in their work, and they rely heavily on speculation. 
Although the authors appear to have a greater than 
average expertise at finding unexpected insights by this 


method — Guillaumin is particularly creative ~ it leaves . 


much of the work of selection and organisation to the 
reader. The contributors’ predominant concern, it has 
to be said, seems not to be to build an argument but to 
make allusions. For this reader this created the effect of 
an interconnected mass of ideas within each chapter 
with little internal form-and a structure, an ‘envelope’ 
perhaps, given only by a beginning and an end. : 
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In reviewing: a book with which one cannot get on 
terms there is always the danger of unfairness, however, 
and, in order to let the book speak for itself, I shall quote 
the editor's conclusion to his introductory chapter, with 
apologies to him for interpolating my own. -comments 
which I shall put in brackets. 

“Formal signifiers are pertinent for decb the 
construction of the ego and the self.” (I follow this, but 
‘describe’ implies that the signification is lihguistic and 
not, as I presume is meant, iconic). 

“They are readily metaphorized." (true — if metaphor- 
ized means what I suppose it means). 

“They allow psychic envelopes and their alterations 
to be identified;" (you've lost me). 

“They are combined above all with the instincts for 
attachment and self-destruction;" (am I alone in having 
anaversion to the personification of abstract entities like 
ego, soul and psychic envelope). 

“Their identification is useful to the psychoanalyst for 
their interpretation of alterations in psychic space and 
functions of the ego before interpreting the mstinctual 
conflict," (which ‘their’ are we talking about. If 
'envelopes' then maybe people do talk about surfaces 
morc easily than conflicts. And maybe a psychoanalyst 
can use talk about one as a bridge to talk about the other. 
Reading this book didn’t convince me though). 

“A boundary intervenes” (There I have to agree). 


DiGBY TANTAM, Professor of Psychotherapy, 
Department of Psychology and School of Postgraduate 
Medical Education, University of Warwick, 

Coventry CV47AL , 


Migraine and Other Headáches. (New trends in Clinical 
Neurology series) Edited by M. D. FERRARI and X. 
LATASTE. Carnforth: The Parthenon Publishing 
Group. 1989. 300 pp. £35.00. ; 


This is one of the first three volumes ın Parthenon's 

version of a series of modern or new trends in clinical 

neurology. This particular volume, on migraine and- 
other headaches, 1s based on a postgraduate Boerhaave 
course in Leyden in December 1987, in which “the input 
of invited speakers and experts from abroad was 

unusually great and the ties of friendship between the 
various lecturers were unusually multiple and of ‘long 
standing". Eighteen authors from Northern Europe, 

together with.two from the United States, contributed 

25 chapters. The first section of four chapters is con- 
cerned with clinical aspects of migraine, two of the: 
chapters dealing with childhood migraine: Section 2 
consists? of one-chapter on tension headaches and! 
another on cluster headaches. Section 3 contains four 
chapters on the pathophysiology of migraine, including 
one chapter on migraine and epilepsy. Section 4 consists 
of five chapters on differential diagnosis; and finally: 
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Section 5 consists of nine chapters on various common 
or uncommon pharmacological approaches to the treat- 
ment of migraine and one on the treatment of tension 
headache. | 

In the introduction to this book, it is suggested that 
"this monograph is held to have the value of a clear, 
albeit perhaps not overly loud, voice amidst the sym- 
phony [or should one say cacophony] of books devoted 
to this topic, that have appeared on the market in recent 
years". This is a fair summary from the neurological 
perspective, but there is little of value from the point of 
view of the psychiatrist, unless he wishes to update 
himself on purely neurological perspectives and pharma- 
cological treatment of migraine. Migraine as a psycho- 
somatic disorder is hardly touched upon. Nor is there 
any discussion of mood or other psychological changes 
during migraine. A psychopathology of tension head- 
aches is not attempted, and indeed the only chapter of 
particular interest to psychiatrists is that by Dr Zitman 
(the only contributor listed from a department of psy- 
chiatry) who gives a useful summary of the literature on 
pharmacological and some psychological approaches 
(relaxation training, biofeedback, cognitive behavioural 
therapy, and hypnosis) to the treatment of tension 
headache. . 

Readers will find useful debates about the sense or 
non-sense of separating classic and common migraine, 
and on vascular versus neuronal theories of migraine. 
Despite the considerable resources poured into migraine 
research, and the numerous volumes and symposium 
proceedings published on the topic, progress seems 
painfully slow. 


E. H. REYNOLDS, Consultant Neurologist, Maudsley and 
King’s College Hospitals, London 


Understanding and Treating Depressed Adolescents and 
Their Families. By GERALD D. OSTER and JANICE E. 


Caro. Chichester: John Wiley & Sons. 1990 230 pp. 
£28.30. 


This is an interesting book presenting a systemic, 
family-orientated view of depression in adolescence. 
Depression is often conceptualised as an illness with a 
biological basis (endogenous), or as an understandable 
dysphoric reaction to difficult or disastrous events. In 
adolescence, such a simplistic view is inadequate (as 
indeed it is in adults) and particularly so, considering the 
unpredictable nature of treatment for adolescents with 
depression. Despite phenomenological similarities to 
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adult depressive illness, response to antidepressants is 
quite variable. Yet ‘depression’ is a very serious cause of 
morbidity and mortality in this age group, and requires 
expert assessment and treatment. 

The book is divided into four parts. Firstly, the 
authors review the concepts of depression and their 
applicability to adolescence. They consider various 
causative models. They then expand the view of 
depression in an excellent chapter on “Family models 
of depression", considering normative and disruptive 
family processes. Cognitive and biological models are 
included. 

The second part of the book describes assessment and 
evaluation of the family with the depressed adolescent. 
Throughout the book, clinical examples are used to 
illustrate process, and describe techniques, e.g. use of 
genogram, drawings, sculpting in family sessions, as 
well as the use of structured interviews (e.g. Kiddie- 
SADS) and self-report inventories (e.g. Children's 
Depression Inventory (CDI), and EREEOIUS Adolescent 
Depression Scale). 

Part three describes assessment of suicidal adoles- 
cents, both individually, and as a family — perhaps even 
a 'suicidogenic' family — and then suggests strategies for 
dealing with the suicidal crisis: as an out-patient, by 
means of a ‘crisis session’, or by admission to an in- 
patient or residential setting. The final part expands 
these ideas of therapeutic intervention. The description 
of in-patient or residential settings was somewhat 
Amenicanised, but none-the-less pertinent, and perhaps 
even more so with ‘cost-effectiveness’ being increasingly 
important ın our service. Chapter 11, on “Brief psychi- 
atric hospitalization" was an excellent summary of good 
in-patient practice for any adolescent disorder, not just 
depression. 

This entire book was permeated with clinical 
examples, descriptions of how the authors dealt with 
families, and how to effect change in the families pre- 
senting with their depressed or suicidal youngsters. I 
enjoyed this clinical orientation and practicality — or 
how to tackle and help these youngsters in their family — 
including where one might go wrong! There is also à 
comprehensive reference list. 

This 1s a useful, practical book for the practising clin- 
ician, and family therapist. It would be a worthwhile 
addition to a library. 


BEVERLEY NORTON, Consultant Child and Adolescent 
Psychiatrist, Department of Child & Adolescent 
Psychiatry, Falkirk and District Royal Infirmary, 
Major's Loan, Falkirk FKI 5QE 
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